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TRUE PERNICIOUS AN4ZMIA WITHOUT 
ACHLORHYDRIA. 


By Arex Murry, MC., M_D., F.R.A.CP., 
Brisbane. 


ALTHOUGH Combe (1822) published a case report which 
described what in the light of modern knowledge must 
have been an example of pernicious anemia, to Thomas 
Addison, of Guy’s Hospital, credit is given for first 
recognizing the disease as a clinical entity. His accounts 
of the anemia which deservedly bears his name were 
recorded in 1849 and 1855, and show a mastery of careful 
observation and descriptive writing which modern 
clinicians might well emulate. 

The first description of the absense of free hydrochloric 
acid from the gastric secretion of a patient with pernicious 
anemia was apparently that of Cahn and von Mehring 
(1866), but Martius (1897) was responsible for recognizing 
the regular association of achlorhydria with the disease. 
Covering the period 1900 to 1917, Weinberg (1918) 
announced similar findings in 105 patients, and further 
confirmation was offered by Ewald (1920) in a series of 
75 and by Zadek (1921) in 50 cases. 

It is necessary to realize. that in the above investigations 
the old method was employed, the gastric contents being 
withdrawn by ordinary.stomach tube one hour after the 
taking of breakfast, usually consisting of a cup of tea and 
a slice of bread and butter. Rehfuss (1914), of Chicago, 
introduced the fractional test meal by which analysis of 
specimens removed at intervals of fifteen minutes led to 


the unmasking of the presence of hydrochloric acid in | 


Many patients who would have been classed as achlor- 
hydric by examination of a single one-hour sample. 
Gradually this method gained universal adoption, and led 
to much greater accuracy in determining the incidence of 
true achlorhydria, yet it served but to confirm the con- 





clusions reached by the original technique with respect 
to pernicious anemia. 

The evidence in favour of the constant absence of free 
acid in this affection steadily accumulated. Bloomfield and 
Keefer (1927) failed to discover hydrochloric acid in 
their cases even with histamine stimulation; Ordway and 
Gorham (1928), Heath (1928), Eggleston (1931), and 
Bockus, Bank and Willard (1932) all had _ similar 
experiences. Furthermore, they found that reexamination 
revealed no hydrochloric acid in the gastric secretion 
after varying periods of liver therapy, Heath performing 
33 tests on 18 patients from two to eighteen months after 
the institution of liver diet. The work of many other 
investigators in this field, amongst them Wilkinson and 
Brockbank (1929) and Sturtevant (1925), corroborated 
these findings of irreversible achlorhydria. 

The question naturally arose as to whether the lack 
of hydrochloric acid was due to the anemia or was on 
the other hand a prerequisite for its development. 
Determination presented certain difficulties as it involved 
the study of patients who for some reason had been given 
test meals prior to their presenting with the stigmata of 
pernicious anzmia. Faber (1913) first reported three 
patients in whom pernicious anemia made its appearance 
ten, seven, and three years respectively after the finding 
of achlorhydria; Eggleston (1931) was able to show a 
similar lapse of ten years in some of his patients; Hurst 
(1923) listed twelve years in one subject and ten years in 
two others; Riley (1925) claimed twenty-five years in one, 
twenty years in another, and referred to a_ report, 
nreviously published by him, of 264 cases in which he 
drew attention to the faet that anacidity long antedated 
the anemia; Johansen (1929) also testified to this. 

The preexistence and persistence of achlorhydria having 
thus been established, it was only to be expected that it 
should be proclaimed a prime etiological factor. Hurst 
(1924) ardently championed this belief, holding that, 
through lack of the bactericidal action of hydrochloric 
acid. in the presence of oral sepsis, bacteria were enabled 
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to invade the duodenum and intestine, and in the case of 
a special streptococcus hemolysins were formed, absorption 
of which led to pernicious anemia. 

Cabot (1927) regarded this as quite unproven, and the 
development of hypochromic microcytic anemia in some 
patients similarly affected and the continuation of normal 
health in others, taken in conjunction with the widespread 
incidence of oral sepsis, rendered this engaging theory 
tenuous; further, Davidson, quoted by Castle (1929), later 
found intestinal flora unchanged .after liver-induced 
remission. 

The part played by heredity has been thoroughly studied. 
Wilkinson and Brockbank (1931), in a comprehensive 
review with an extensive bibliography, stress its impor- 
tance, suggesting an hereditary diminution of hydrochloric 
acid, or predisposition to such, in gastric secretion. They 
quote Weinberg, who found achylia in nine of twenty-two 
children of twelve sufferers from pernicious anemia, one 
man having four offspring, of whom three were achlor- 
hydric. Conner (1930) examined 154 relatives of 109 
patients and found achlorhydria to be more frequent among 
blood relations of patients with pernicious anemia than 
among normal persons or those who had a great variety 
of other. diseases. He considered the inheritance of 
achlorhydria unlikely, but admitted that a tendency to 
its development later in life might be an inherited factor. 
Hurst (1932) was convinced that it was an hereditary 
familial condition in which no acid is produced owing to 
an inborn error of secretion. Meulengracht (1925) stated 
that the constancy of achylia had led to the suggestion 
that pernicious anemia was a consequence of it, but 
ranged himself on the side of those who took the view 
that it was one of the earliest and most characteristic 
symptoms of the disease, present for years before the onset 
of the anemia. Stamos (1940) found in favour of a definite 
familial heredftary trend. Askey (1944) concluded that 
diet was not a factor in initiating the condition and 
believed that heredity appeared as the only adequate 
explanation of the natural distribution and history of 
Addisonian pernicious anemia, suggesting that a recessive 
gene bearing a genetic fault might pass undetected through 
an unlimited number of generations. 

The most arresting contribution to the hereditary aspect 
of the subject is that of Maclachlan and Kline (1926), who 
cite Schaumann as the first to have appreciated the 
familial incidence. They give a detailed account of a 
family in which anemia has affected four generations. Of 
the second generation, four brothers married four sisters 
from an apparently. anemia-free family, thus presenting; 
in their own words, “almost a controlled experiment”. 
Two cousins of the third generation married, and of their 
four children three developed pernicious anemia, the 
fourth having been untraced. The article should be read 
by all interested and affords convincing proof of hereditary 
transmission. 

A personal example of familial incidence is tendered in 
the case of the writer’s mother, the eldest of a family of 
six, comprising three males and three females. She, one 
sister and one brother all died of pernicious anemia, half 
of one generation thus being affected. In addition, one 
of the brother’s children predeceased his father at the 
age of ten years, the diagnosis also being pernicious 
anemia, though the youth of the victim suggests leuco- 
penic leuchemia as a probable alternative. 

This accumulation of material data betokened a fault 
of gastric secretion, probably inherited, the earliest and 
most evident defect in which was achlorhydria; this may 
be taken as offering a perfectly logical basis for the 
belief, so widely held and expressed, that the achlorhydria 
was in some manner directly responsible for, or essential 
to, the evolution of pernicious anemia. 

The foregoing serves to explain why Cornell (1927), 
reviewing the literature, was moved to state: 

If one fact has received ample confirmation in con- 
nection with the entire subject of pernicious anzemia 
it is this, the stomach contents do not contain free 
hy@rochloric acid. d 

The discovery by Minot and Murphy (1926, 1927) that 
the ingestion of mammalian liver in adequate amount led 





to rapid disappearance of all symptoms offered reason for 
doubting the theory of achlorhydria as a direct causal 
factor. Finally, the revelation by Castle and his co-workers 
(1929, 1929, 1930) of the presence of a thermolabile sub- 
stance of enzyme-like nature in normal stomachs (intrinsic 
factor of Castle), absence of which was constant in per- 
nicious anemia, led to an entirely new concept of the 
relationship of achylia to the disease. Castle, Heath and 
Strauss (1931) also showed that the gastric juice of a 
patient with normal blood picture and achlorhydria and 
that of three women with hypochromic anemia and achlor- 
hydria contained adequate amounts of intrinsic factor, 
thus further undermining the belief in lack of acid as a 
prime cause of pernicious anzmia. 

Oliver and Wilkinson (1933) in their critical review of 
achlorhydria struck a conservative note in respect to its 
relationship to pernicious anemia. They found it an 
almost constant accompaniment of the disease, but not 
the main etiological factor. Their refusal to eliminate 
it entirely from. the etiological aspect admitted to some 
uncertainty. 

Yet is complete rebuttal warranted of the suggestion 
that achlorhydria of long duration may be essential to 
the ultimate reduction of intrinsic factor below critical 
level? The cases of Witts and Gram, cited by Hurst 
(1932), in which simple achlorhydric anemia was present 
for years before the development of pernicious anemia 
with subacute degeneration of the cord, indeed seem to 
reinforce it. Castle, Heath and Strauss (1931) demon- 
strated absence of intrinsic factor in two patients with 
free acid present, but neither was the subject of true 
pernicious anemia. 

Both prior and subsequent to Cornell’s pronouncement 
intensive study of innumerable patients brought to light 
a number of instances which appeared to contradict it. 
Most of these could be disregarded on account of loose 
application of the term pernicious anemia to hemato- 
logical patterns identical with that of the well-known 
disease itself. Some, however, could not be placed in this 
category and on first scrutiny appeared authentic, but in 
the opinion of Askey (1944), who reviewed critically the 
reports of 47 such cases, none is valid. 

Before accepting a diagnosis of pernicious anzmia 
associated with the presence of free hydrochloric acid he 
rightly demands unequivocal affirmation of the following. 

1. Were all other causes of macrocytic anemia excluded? 

2. Was absence of intrinsic factor’ established by bio- 
logical assay? 

8. Was the anemia shown to be due to deficiency of 
the antipernicious anemia liver principle? 

As a result of his meticulously careful survey he con- 
cluded that “the existence of true pernicious anemia 
without anacidity as yet cannot be accepted”. Bethel et 
alii (1945), reviewing the literature of blood, express 
themselves in complete accord with Askey’s opinion. 

Thus the situation at this stage does not appear to have 
been completely clarified. 

If, however, it could be shown beyond all doubt that 
secretion of acid persisted in conjunction with idiopathic 
endogenous loss of intrinsic factor leading to true per- 
nicious anemia, two matters at present debatable would 
be finally determined: 

1. That true pernicious anemia can and does occur in 
persons with free hydrochloric acid in their gastric 
secretions, and therefore: 

2. That achlorhydria is not essential to the development 
of true pernicious anzmia. 

Proof of this is now offered. 


_ Case Report. 


A single woman, aged twenty-three years, had suffered 
from “severe growing pains’ in childhood, but apart from 
this had enjoyed good health until January, 1937, when she 
noticed that exertion produced fatigue, giddiness and 
dyspnea. Her family physician made a diagnosis of 
rheumatic carditis and confined her to bed for six weeks. 
Convalescence was uneventful, and she remained apparently 
well until July, 1940, when undue fatigue and dyspnea on 
exertion were again manifest. She was kept in bed for ten 
days and given iron. However, languor persisted, and some 
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four weeks later her vision became blurred, especially in the 
right eye, dyspnea increased, and palpitation was trouble- 
some. She was noticed to be very pale. These symptoms 
steadily progressed, and led to her admission to one of the 
author’s beds at the Brisbane Hospital on October 1, 1940. 
Her family history, as far as could be ascertained, was 
irrelevant. 
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Examination showed a well-nourished young woman with 
extreme pallor of mucous membranes and a lemon-tinted 
skin. One linear hemorrhage was present in the right 
retina. Glossitis was not noted. Rales were present at both 
lung bases. The heart appeared to be slightly enlarged, and 
a systolic bruit was audible at all areas, being maximal and 
harsh in character at the apex. There was no demonstrable 
enlargement of liver or spleen. Gtdema of feet and legs was 
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Figure 2. 


Present. The temperature was 101°4° F. and the pulse rate 
120 per minute. The urine contained a cloud of albumin, 
and an occasional red cell, leucocyte and epithelial cell. 

In view of the story of growing pains and rheumatic 
Carditis, and the presence of fever, pallor, harsh apical 
Systolic bruit and retinal hemorrhage, an immediate clinical 
diagnosis of bacterial endocarditis was offered. 





Blood examination, however, revealed 1,100,000 red blood 
cells per cubic millimetre, a hemoglobin value of 27%, a 
colour index of 1:2, a total white cell count of 3500 per 
cubic millimetre, of which 60% were neutrophile cells and 
40% lymphocytes, a reticulocyte count of 1% and a reduced 
number of platelets. There were marked anisocytosis, 
poikilocytosis, polychromasia and punctate basophilia; many 
macrocytes were present. The blood urea content was 42 
milligrammes per 100 millilitres. No organisms were grown 
from the blood. There was no abnormality of the nervous 
system. 

Such a blood picture in a young woman was surprising, 
but the diagnosis was altered to a tentative one of pernicious 
anemia, though leucopenic leuchemia was suspected, so it 
was decided to treat her with “Anahzemin” and to observe 
the reticulocyte response. A peak of 28% was reached on 
the tenth day; details are shown in Figure I. 

On the sixth day of treatment a test meal without alcohol 
or histamine stimulation disclosed the presence of a small 
amount of free hydrochloric acid (Figure II). 
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Figure Se 


The reticulocyte response rendered this open to question, 
and accordingly the test meal examination was repeated four 
days later, again without alcohol or histamine, with the 
surprising finding of abundant free hydrochloric acid 
(Figure III). 

.It then became evident that an unusual condition had 
been encountered and further studies were undertaken. 

On the seventeenth day of treatment blood examination 
rvealed 2,600,000 red blood cells per cubic millimetre, a 
hemoglobin value of 58%, and a colour index of 1:1. The 
volume of red blood cells was 290 millilitres per litre; the 
mean corpuscular volume was 112 cubic uw, the mean corpus- 
cular hemoglobin value was 30°8yy; the mean corpuscular 
hemoglobin concentration was 276%; the mean _ cell 
diameter was 8:2u. The result of the Van den Bergh test 
was negative. 

Sternal biopsy was performed at the same time, and it 
was reported that the cells in a smear were made up of 
normoblasts 82% and erythroblasts 18%. Examination of 
a section revealed no megaloblasts, abundant mature ery- 
throcytes, and nucleated forms made up of normoblasts 
80% and erythroblasts 20%. 

Examination of feces failed to reveal the presence of any 
parasites or ova. 

By the twenty-eighth day of treatment the patient was 
looking and feeling much better, the red blood cell count 
had risen to 3,100,000 per cubic millimetre, the hemoglobin 
value was 70%, the cardiac murmurs with the exception 
of the apical systolic murmur had disappeared, and the fever 
had abated (Figure IV). 

It was now considered desirable to attempt to demonstrate 


= Free HC! 


the presence or absence of intrinsic factor. 
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A male patient, aged sixty-seven years (subject A), 
suffering from untreated pernicious anemia, was available 
for test; his blood contained 2,070,000 red cells per cubic 
millimetre with a hemoglobin value of 50% and a colour 
index of 1:2. 

The method described by Castle, Townsend and Heath 
(1930) was carefully followed. The fasting patient was 
injected with 0°5 milligramme of histamine* phosphate and 
her gastric contents were withdrawn during the subsequent 
hour or longer in an endeavour to obtain at least 150 
millilitres. The entire yield was incubated with 200 grammes 


TWELVE HOURLY CHART 
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of finely minced beef for two hours at pH 2°5 to 3°5 and the 
PH altered to 5, the resulting material being fed to subject A 
half to one hour before his midday meal. 

This procedure was repeated daily for six days, but the 
subject then became disorientated and uncooperative, and 
his red blood cell count having fallen to 1,400,000 per cubic 
millimetre with a hemoglobin value of 35%, further feedings 
had reluctantly to be abandoned. Two days later, no change 
im the reticulocyte level having taken place, 0°5 millilitre 
of “Reticulogen’” was injected on three consecutive days, 
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resulting in a reticulocyte peak of 40% on the eighth day 
following the initial injection. (Details of this experiment 
are depicted in Figure V.) 

This untimely but unavoidable termination was most 
regrettable, and although some significance might have 
been attached to the findings, it was felt that every effort 
_should be made to complete the investigation as planned. 

By good fortune another male patient, aged seventy-two 
years (subject B), suffering from untreated pernicious 
anemia, was encountered in private practice, and he readily 





consented to: enter hospital and participate in a repetition 
of the previous work. Examination of his blood showed a 
total red cell count of 2,300,000 per cubic millimetre, with 
a hemoglobin value of 48%, a colour index of 1°04, and a 
reticulocyte count of 16%. Achlorhydria was present. The 
Van den Bergh test yielded a positive indirect reaction. 


The patient’s red blood cell count was now 3,500,000 per 
cubic millimetre with a hemoglobin value of 78%, and the 
procedure was repeated, material prepared as before being 
administered to subject B on eight days of a nine-day period. 
Six days after the completion of this, no significant reticulo- 
cyte response having occurred, beef incubated with the 
gastric contents of a volunteer. medical student was utilized, 
and subsequent to six administrations in seven days the 
subject’s reticulocyte count rose and attained a peak of 32% 
(Figure VI). ‘ 

The patient left hospital on November 28, 1940, with a 
total red blood cell count of 4,200,000 and a hemoglobin value 
of 76%. The apical systolic bruit was still present and 
harsh in character. This may indicate that the illness of 
1937 was a genuine rheumatic episode, but it could have 
been the original manifestation of pernicious anemia fol- 
lowed by remission, the murmur being the legacy of an 
unrecognized infection in childhood. She was instructed to 
report regularly for observation and treatment. 
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Pigure 6. 


Showing subject B's failure to respond to beef 
inowbated with patient's gastric juice (@), 
and subsequent response to beef incubsted with 
gastric juice of a volunteer (ZX). 


At this time supplies of “Anahzemin” became erratic owing 


to war conditions, and a “crude” liver extract had frequently 
to -be used in its stead, ten millilitres being the dose 
employed. It was found that the erythrocyte level was not 
as well maintained by this, an appreciable fall being fre- 
quently evident at subsequent examination, while 
“Anahemin”, when available, brought about a return to a 
more satisfactory figure. 
Table I reveals progress during the ensuing years. 


In September, 1942, it was considered that, if it could be 
shown that relapse took place after suspension of treatment, 
and that remission was again induced by “Anahemin”, little 
more could be demanded by critical analysis. Liver therapy 
was therefore ceased; a month later macrocytes reappeared 
in the blood, which suggested that relapse was imminent, 
but in spite of a progressive increase in these significant 
cells it was not until fifteen months later that the blood 
count fell appreciably (Table I). 

During this period a barium meal was given, and it was 
stated in the report on the subsequent X-ray examination 
that the stomach was normal in size and tone, but “ptosed” 
in position. In the pylorus and duodenum nothing abnormal 
was detected. At the end of six hours there was no residue; 
the head of the meal was in the transverse colon, moderate 
ptosis of the colon being present. The radiologist considered 
that the appearances favoured a diagnosis of a moderate 
degree of gastroptosis and coloptosis; there was no evidence 
of an organic lesion in the alimentary tract. A further test 
meal without stimulation in July, 1943, ten months after 
therapy had ceased, revealed pronounced fasting hyper- 
chlorhydria as shown in Figure VII. 
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On April 29, 1944, the erythrocyte level having fallen to 
2,270,000 per cubic millimetre, relapse was regarded as 
established, and the patient was readmitted to hospital on 
May 8, 1944. Two days later sternal biopsy was again 
performed, the report being as follows. “Early and late 
erythroblasts present, the latter preponderating. The high 
proportion of normoblasts and mature erythrocytes is 
exceptional in pernicious anemia, as is the number of 
megakaryocytes.” 
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After this three injections each of four millilitres of 
“Anahemin” were given at forty-eight-hour intervals, the 
reticulocyte response being as recorded in Figure VIII. 

The patient was discharged on May 29, 1944, and reported 
at monthly intervals until February, 1945, when she married 
and went to reside in another State. 

In June, 1946, she wrote saying that she had continued 
to have injections at intervals of four weeks, and had 
remained in perfect health. A later communication, dated 
October, 1946, advised that she was well and then pregnant. 


Discussion. 


It now becomes necessary to demonstrate that all 
Askey’s requirements have been met. 

1. Have all other possible causes of macrocytic anemia 
been excluded? 

(a) Achrestic Anemia. The first finding of free hydro- 
chloric acid naturally raised the question of achrestic 





anemia as described by Wilkinson and Israéls (1935, 1936, 
1940). The blood picture is indistinguishable from that of 
pernicious anemia and megaloblastic hyperplasia of bone 
marrow is present. Free hydrochloric acid is found in 
all cases varying from hypoacidity to hyperacidity, but 
fever is absent, and the response to antianemic therapy is 
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Figure 7. 


quite unsatisfactory. The authors demonstrated the 
presence of adequate antianemic principle in the livers 
of three patients who died of the disease, and from this 
deduced that: “the gastro-hepatic apparatus for the pro- 
duction and storage of the antianemic principle seemed 
to be in order”. 
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.This deduction appears to be unwarranted for the 
following reasons. Richter, Ivy and Kim (1932) showed 
that the livers of treated subjects of pernicious anemia 
contained as much antianemic principle as normal organs, 
while the livers of untreated subjects contained no 
demonstrable amounts. Wilkinson and Klein (1934) also 
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recovered a hemopoietically active fraction from the 
livers of patients with pernicious anemia in induced 
remission, and further showed that the livers of partially 
or inadequately treated patients yielded a fraction of 
reduced potency, while extracts from the livers of those 
with untreated fatal conditions were entirely inactive; 
thus the substance recovered must have been portion of 
that injected, any excess being stored in the liver, as they 
themselves indicate. Goldhamer et alii (1934) arrived at 
similar conclusions in respect of adequately and inade- 
quately treated conditions. 

Therefore, as each of: the three subjects of achrestic 
anemia whose livers yielded an active fraction had been 
subjected to intensive parenteral liver therapy prior to 
death, it is reasonable to postulate that the source of 
such fraction was the injected extract. It seems strange 
that this probability does not appear to have been con- 
sidered by Wilkinson, who was concerned in both 
investigations. 

Achrestic anemia is eliminated from the diagnosis by 
the presence of fever, the response to liver therapy, and 
the subsequent progress. 

(b) Tropical Macrocytic Anemia. Wills (1938) main- 
tained that tropical macrocytic anemia did not respond 
to the more highly purified liver extracts, but did yield 
to crude liver or autolysed yeast extracts. Seven of her 
patients showed no response to “Anahemin”’; one evidenced 
a reticulocyte peak of 20-4% after five daily injections of 
four millilitres of “Anahemin”, but died on the tenth 
day, a terminal blood crisis being offered as an explana- 
tion of the reticulocyte rise; while another with sub- 
maximal response failed to show evidence of macrocytosis 
in the Price-Jones curve. 

Fairley (1940), however, demonstrated satisfactory 
improvement in a patient who received the enormous 
amount of 70 millilitres of “Anahzemin” in thirty-two days. 
He concludes that response can be obtained, but the cost 
of the massive dosage necessary renders its use prohibitive. 

Again, satisfactory response to “Anahemin” in quantities 
smaller than those shown by Wills to be inadequate and 
subsequent proof of lack of intrinsic factor rule out the 
above possibility. ; 

“(c) Other Types of Macrocytic Anemia Due to Lack of 
Extrinsic Factor. Careful inquiry as to the patient’s usual 
diet showed it to be complete, meat, eggs, cheese, milk, 
‘green vegetables and fruit all being partaken of in more 
than adequate quantity. Castle (1929) and Ungley (1938) 
found all except the last-named to be sources of extrinsic 
factor. 

(d) Liver Disease. It is recognized that in certain 
pathological conditions of the liver macrocytic anemia 
may appear (Rosenberg and Walters, 1936). There was 
not, nor has there been, any suggestion of disease of this 
organ in the patient under discussion. The Van den Bergh 
test yielded a negative result on the seventeenth day of 
treatment, which was at least some indication of satis- 
faciory liver performance, though other tests of function 
were not carried out. AF 

(e) Organic Disease of the Gastro-Intestinal Tract. 
This has been stressed by many writers, including 

Hawksley (1936), and must be excluded. X-ray examina- 
tion of the patient following a barium meal in 1943 
showed no organic lesion. A degree of ptosis was men- 
tioned by the radiologist, but under no circumstances can 
this be regarded as a pathological condition. The stools 
‘were free from any evidence of parasites and the bowel 
habit had always been normal. 

(f) Syphilitic Gastritis. Box and Gill (1936) provide an 
account of a patient with syphilitic gastritis, who proved 
refractory to liver, but improved under antisyphilitic 
treatment. There were no indications for the performance 
of a Wassermann test in the present instance, and good 
response to liver took place. 

2. Was the absence of intrinsic factor established by 
biological assay? 

Lack of intrinsic factor must be regarded as essential 
to the diagnosis of pernicious anemia, as proved by Castle 
et alii (1929, 19380, 1931) and by Helmer and Fouts (1937), 
though not peculiar to this disorder. Ungley (1936) also 





confirmed Castle’s basic hypothesis in regard to intrinsic 
factor, as did ‘Wilkinson, Kline and Ashford (1938), who 
found antianemic enzyme present in normal stomachs 
and absent from stomachs of both treated and untreated 
subjects of pernicious anemia. Goldhamer (1936) asserts 
that there is a direct relationship between the amount of 
gastric juice secreted and the level of the red cell count; 
he inferss that the blood-stimulating factor of the gastric 
juice varies with the volume, reduction in amount ‘being 
accompanied by a fall in the number of erythrocytes. He 
based this on an assumption that gastric juice obtained 
from patients suffering from pernicious anemia contains 
intrinsic factor, and by three experiments sought to prove 
that this was the case, evén in relapse. 


As he employed pooled gastric juice from five patients 
with pernicious anemia in the first experiment, and from 
ten in the second, his contention must be rejected, as 
each patient was not subjected to the rigid criteria 
requisite for acceptance of the diagnosis. In the third 
experiment the patient was injected with a concentration 
of his own gastric juice. The resultant reticulocyte 
response was of an unusual type and suggests the operation 
of some other factor. 

However, in a later article (1937) his Chart III offers 
far more convincing evidence, though again lack of detail 
of the procedures employed in the diagnosis of the con- 
dition of the donors of the gastric juice must lead to the 
withholding of its complete acceptance. 

Further search of available literature has failed to 
disclose any valid instance of the presence of intrinsic 
factor in a patient with pernicious anzmia. 

On the other hand, its absence has been demonstrated in 
a number of conditions, among them being sprue (Castle 
et alii, 1935), carcinoma of the stomach (Goldhamer, 
1938), and chronic non-atrophic gastritis (Hurst, 1932). 

In the planning of the assay of the gastric juice of the 
patient under discussion the question arose as to how 
many feedings should be given to the test subject before 
absence of intrinsic factor could be regarded as established. 
To this end analysis of Castle’s charts (1930, 1931) was 
undertaken. It was found that in the seventeen test 
patients given beef incubated with gastric juice who 
showed a conclusive reticulocytosis, the rise was apparent 
by the sixth day in fifteen, and by the eighth day in ail; 
the peak was.attained on the eighth day in eleven, and 
on the tenth day in five, only one showing further delay 
in reaching maximum figures. Study of the tables of 
Helmer and Fouts (1937) corroborated this. 

As there is always a lag of two or more days before 
the number of reticulocytes increases in the peripheral 
blood after exhibition of an active antianemic substance, 
as revealed by Minot and Castle (1935), it was obvious 
that a rise on the eighth day would be attributable to 
material given prior to the sixth day. This suggested 
that six feedings should prove adequate, as any significant 
response would be provoked by this number. However, 
it was decided to employ eight in order to provide a 
margin. In the event of no response it was then intended 
to utilize gastric juice believed to be normal on the same 
subject. 

In the first experiment with subject A only six adminis- 
trations were possible for reasons already given, and the 
rapid deterioration in his condition led to the abandon- 
ment of the plan, as adequate therapy seemed to be a 
matter of urgency. Study of Figure V shows that the 
reticulocyte level remained unaltered for twelve days 
and then rose abruptly, undoubtedly as a result of the 
“Reticulogen” administered. This revealed him as a suit- 
able subject for test, but left the competence of the 
biochemical work unproven, and for this reason a second 
subject was anxiously sought. 

In the second experiment with subject B, eight feedings 
were given in a nine-day period without change ‘in the 
reticulocytes as disclosed in Figure VI. It is true that 
on the twelfth day the count was 3%, but as on admission 
it had been. 16% and as in the experience. of the writer 
such minor fluctuations are occasionally observed in 
untreated patients, this cannot be regarded as carrying 
any significance. Ungley (1936) noted an unexplained 
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rise in one of his cases during a control period, and Fitz- 
Hugh and Creskoff (1936) not infrequently encountered 
spontaneous reticulocytosis of the order of 5%. The 
subsequent response to material incubated with the gastric 
juice of the volunteer provides complete vindication of 
the biochemical procedure and ‘validates the result with 
subject A. 

It is therefore submitted that absence of intrinsic factor 
has been demonstrated. ; 

3. Was the anemia shown to be due to deficiency of 
the specific antipernicious anemia liver principle? 

Dakin and West (1935) separated from commercial crude 
liver extract a fraction effective in producing reticulocyte 
response 'in pernicious anemia, the purified product 
approximating 1% of the dry liver extract. This was 
confirmed by Wilkinson (1936), using the same Reinecke 
acid method of fractionation. “Anahemin”, prepared by 
British Drug Houses Limited, is such a product. It was 
tested by Ungley et alii (1936) at the request of the 
Medical Research Council of Great Britain and proved to 
be highly potent. 

Failure of tropical macrocytic anemia to respond to 
anything but massive doses of this product has already 
been dealt with (Wills, 1938, Fairley, 1940). 

“Anahemin” alone was exhibited in the treatment of 
both initial condition and relapse with convincing results. 

The third demand has thus been met. 


Sternal Biopsy. 

Attention must now be given to the results of sternal 
biopsy. Naturally it is regrettable that biopsy was not 
undertaken in the first place before treatment commenced, 
yet it can hardly be a source of reproach. Until the test 
meals yielded evidence of the presence of free hydro- 
chloric acid it was not possible to realize the nature of 
the problem; routine sternal biopsy is seldom adopted 
now that the changes in the marrow in pernicious anemia 
are well known; the patient was urgently ill; and wartime 
conditions, with consequent shortage of staff, called for 


minimal demands for what might be regarded as redundant 


investigations. 

The first biopsy undoubtedly could have been performed 
at an earlier date, but, liver therapy having been instituted, 
nothing was to be gained thereby. Davidson, Davis and 
Innes (1942) showed that in six to ten hours the effect of 
injection of liver extract was apparent in the sternal 
marrow and that in thirty-two to seventy-two hours the 
megaloblastic picture had become normoblastic. Wintrobe 
(1942) reported similar findings. Linarzi (1943) pub- 
lished a photomicrograph showing conversion of marrow 
to a normal state seventy-two hours after the intramuscular 
injection of liver extract; he contends that the megalo- 
blast is a pathological cell and that the hematopoietic 
principle exerts its action in part by eliminating and 
inhibiting formation of megaloblasts; this is supported by 
Clinical experiments. After intramuscular liver therapy 
there is a tremendous proliferation of normoblasts in as 
short a period as-twenty-four hours, and megakaryocytes 
and granulopoietic tissue return to normal. Japa (1945) 
claims that the. essential abnormality in pernicious anemia 
is inhibition of the cell capacity for division, resulting in 
prolonged duration of mitosis, its decreased frequency and 
earlier cessation, with consequent differentiation at an 
earlier genealogical stage, and the suppression of two 
cell generations. ; : 

Dameshek (1935) also found rapid return of the marrow 
to normal after therapy, his figures for normal marrow 
being normoblasts 80%, erythroblasts 20%. This was the 
exact picture presented by the belated biopsy and was 
anticipated. 

It was hoped that the second biopsy, undertaken when 
the patient was in relapse, would reveal the characteristic 
findings. However, this did not prove to be the case, and 
an explanation of the unusual pattern must be sought. 
It does not conform with the description by Zanaty (1937) 
end Hynes (1939) of that of achrestic anemia. 

The suggestion is offered that, as the patient was taking 
a full diet and occasionally eating fried liver, the ingestion 





of suboptimal quantities of active principle might be 
expected to result in an endeavour on the part of the 
marrow to revert to normal, producing what may be 
termed a “shift to the right”. Alternatively, it is possible 
that she was embarking on a spontaneous remission. In 
either case the marrow would present a pattern con- 
forming to the description given by the pathologist. 


The above is supported by the observations of Peabody 
(1927). At autopsy he found that the pathological process 
began in the marrow of the flat bones and vertebre and, 
while progressing in them, spread peripherally to the 
femur and later still to the tibia. In individual bones the 
change affected first the epiphysis, proceeding to the 
centre of the diaphysis, this sequence being reversed in 
remission. By biopsy of tibial marrow of patients both 
in relapse and in spontaneous remission, he also showed 
that the cytology of the marrow became more normal 
very early in the development of a clinical and hemato- 
logical remission, fat vanishing and the cells being largely 
erythrocytes and normoblasts, while megaloblastic hyper- 
plasia was not a prominent feature. 


Davidson, Davis and Innes (1942) performed sternal 
puncture (not biopsy) on twelve patients with pernicious 
anemia both before and at varying intervals after injec- 
tion of liver extract, and found a rapid reduction in~ 
megaloblasts and marked increase in erythroblasts and 
normoblasts. 

Study of Figure VIII discloses that the reticulocyte 
percentage was 4:4 and 5:4 on the two days immediately 
prior to the institution of liver therapy, and the form of 
the subsequent curve, combined with the rapid increase 
in erythrocytes, suggests an acceleration by “Anahemin” 
of a process already in train. 

Spontaneous remission has become almost a vanished 
phenomenon since -Minot and Murphy’s discovery of the 
effect of liver in the treatment of the disease. Cabot 
(1927) believed that “proved absence of remission in a 
case of anemia is important evidence that it is not of 
the Addisonian or truly pernicious type’, and his figures 
reveal 524 cases with from one to five remissions. Con- 
versely, may not relapse after remission induced by the 
Dakin and West fraction fairly be offered as favouring 
the diagnosis? 

“The duration of induced remission after suspension of 
therapy was studied by Strauss and Pohle (1940) in 
fifteen patients. In twelve relapse was manifest within 
ten months, but in the other three it was delayed for 
nineteen, twenty-six and twenty-seven months respectively. 
From further observation following massive dosage they 
concluded that the duration of remission was a function 
of the individual rather than of treatment. In the 
present patient it would be of interest again to suspend 
therapy and observe the period required for development 
of a second relapse, the first having taken fifteen months 
to declare itself. 


Free Hydrochloric Acid. 


Almost half a century has passed since Martius first 
drew attention to the connexion of pernicious anemia 
with achylia, and it is extraordinary that in the interim 
all attempts to demonstrate the existence of the disease 
in a patient secreting free hydrochloric acid should have 
been deemed fruitless. 

Connery and Joliffe (1931) reported a patient with 
initial histamine-fast achlorhydria, in whom free hydro- 
chloric acid appeared after remission had been established; 
their case is invalidated by omission of a biological assay 
for intrinsic factor. Furthermore, investigation of eleven 
other patients by estimation of the “acid deficit” failed to 
reveal any significant alteration after periods of treat- 
ment ranging from one to fourteen months. They also 
refer to two reported cases in which there was said to 
have been a return of free acid, one after spontaneous, 
the other after induced remission. The first of these is 
Shaw’s (1926), and surprisingly Askey (1944) includes it 
in his list of fifteen possible though unproven cases. The 
patient was a soldier who served with the Twenty-ninth 
Division and was stationed at Constantinople in 1920, 
whence he was invalided to England on account of 
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repeated attacks of diarrhea suspected to be of dysenteric 
origin, though specific organisms were not recovered from 
the feces. He had achlorhydria and was treated with 
arsenic, transfusions, sour milk and hydrochloric acid. 
Test meals in October, 1925, and March, 1926, revealed a 
return of acid. Shaw himself postulated alcoholic gastritis 
as a basis for the original achlorhydria, and it is difficult 
to see how such a case merits consideration. 

It has not been possible to obtain details of the second 
patient recorded by Heeres. 

Barnett (1931) claimed to have demonstrated both free 
hydrochloric acid and intrinsic factor in a patient with 
pernicious anemia. The diagnosis cannot be entertained 
as the anemia failed to respond to ventriculin; also 
appetite had been poor for a year and dyspepsia marked, 
which, together with satisfactory improvement from oral 
therapy with liver extract, indicates a nutritional basis 
for the blood picture. 

Castle, Heath and Strauss (1931) reported two cases, 
oft quoted, which have been rejected, as one patient had 
sprue and the other multiple intestinal anastomoses. In 
fairness to the authors it should be realized that these 
were never claimed as examples of pernicious anemia, 
but are specifically referred to in their articles as “two 
patients with the blood picture of pernicious anemia”. 

Wilkinson (1932) undertook the investigation of 208 
patients with pernicious anemia and claimed the occur- 
rence of free acid in eight. However, only one, Case 7, 
was subjected to biological assay, and she had been 
operated on for endometrioma two years previously and 
was observed for only twelve months. He also collected 
and analysed all other instances of a similar nature 
reported in the literature to 1932, 66 in all, but seemed 
to accept none as proven. 


Goldhamer (1937) found that in over 1000 gastric 


analyses of patients with pernicious anemia achlorhydria 
was present without exception, and 27 observations on 
patients in a state of induced remission also showed no 
return of free acid. Supplementary study of more than 
10,000 reported gastric analyses revealed only rare 
instances of the presence of free hydrochloric acid, and 
he affirms that when it is discovered in patients with 
macrocytic anzemia, either before or after adequate treat- 
ment, such patients are not suffering from true pernicious 
anemia. 

Wilkinson (1932), Goldhamer (1937) and Bloomfield 
(1944) all agree that the quantity of gastric secretion 
is greatly reduced. Wilkinson’s figures for 200 patients 
evidence no fasting juice in 10°5% and between one and 
ten millilitres in 38%. Goldhamer noted that younger 
individuals secreted more than the older. Findings in the 
present case are in accord with the above, only one milli- 
litre of fasting juice having been obtained at the first test 
meal and three millilitres at the second; nearly three 
years later, during remission but when relapse was not 
far distant, 15 millilitres were withdrawn. 

This quantitative and qualitative increase during remis- 
sion indicates that a severe degree of anemia can con- 
tribute to depression of gastric secretion. 

Another interesting illustration of alteration in acidity 
is given by Alsted (1939), who records the case of a 
patient with what he terms exogenous reversible per- 
nicious anemia due to dietary deficiency, in whom free 
acid had all but disappeared to return to normal with 
treatment. His theory is that if this condition persists 
for a sufficient length of time it may lead to the endo- 
genous form, the induced anatomical changes in the 
stomach causing irreversible achlorhydria and abolition 
of formation of intrinsic factor, but no biological assay 
of gastric contents was performed and any attempt to 
place the present patient in this category is frustrated by 
her adequate diet. 

Although the foregoing doeg not disclose the exact site 
of formation of intrinsic factor, the way is opened for 
conjecture. 


The parietal (oxyntic) cells are recognized as _ the- 


source of hydrochloric acid (Best and Taylor, 1945). 
Meulengracht (1935) assumed that intrinsic factor must 





be a secrétion product, and of such specific biological 


character as to demand association with certain cel] ° 


elements. In the pig he described the fundus glands as 
having the usual two well-defined types of cell, oxyntic 
and chief, which produced acid, pepsin and rennin, but 
not intrinsic factor, the last being formed by the cells 
of the “pyloric gland organ’; he then inferred that this 
was the site of formation of intrinsic factor in man, which 
would deny the oxyntic cells any part in its fabrication. 
He was reluctant to abandon this belief despite the fact 
that in a later investigation (1937) of the stomachs of 
eight patients who had died either from pernicious anemia 
itself or from intercurrent disease with the anemia more 
or less compensated he found atrophy of the fundus glands 
with disappearance of the parietal and chief cells, while 


. the pyloric glands were relatively well preserved. He was 


forced to suggest a fall in the functional capacity of the 
pyloric gland cells in explanation of the anemia. This 
cannot hold since Fox and Castle (1942) were successful 
in demonstrating that in man, as opposed to the pig, the 
areas containing the fundus type of gland produced the 
intrinsic factor. 

That the histological change described by Meulengracht 
is a concomitant of pernicious anemia and not of achlor- 
hydria is made clear by Hurst’s observation (1923) that 
achylia itself did not depend upon any anatomical 
peculiarity, as fragments of gastric mucosa, removed at 
operation from patients with this condition appeared 
perfectly normal and always showed the usual number 
of healthy looking oxyntic cells. Faber (1927) also 
pronounced the glands anatomically normal in achylia, 
and thought that absence of acid and reduction of pepsin 
might be due to a defect in nervous control. 

Finney (1939) stresses Morrison’s suggestion that the 
oxyntic cells elaborate both acid and intrinsic factor, and 
thinks it is reasonable to assume that, if the power of 
producing intrinsic factor is retained while that of acid 
formation is lost, the converse might hold in rare 
instances. 

The proof of persistence of acid secretion with loss of 
intrinsic factor may at least be said to offer some support 
to Morrison’s hypothesis of dissociated dual function of 
the oxyntic cells. 

The following postulate now seems permissible. 
achlorhydria the oxyntic cells appear normal. 
pernicious anemia with loss of both acid and intrinsic 
factor they disappear. In pernicious anemia with loss of 
intrinsic factor, but with retention of ability to secrete 
acid, it is reasonable to expect normal appearance, though 
this awaits confirmation. Therefore, if formation of both 
acid and intrinsic factor is vested in these cells, might not 
the retention of one function result in preservation of 
structure, while loss of both would no longer justify 
cell life and lead to atrophy, thus accounting in part for 
the histological picture described? 

In the face of the whole history of pernicious anemia, 
admittedly it is difficult to envisage an accompanying 
hyperchlorhydria, and this finding at once challenges the 
accuracy of the diagnosis. Failure to disclose a megal- 
blastic marrow picture may be seized on as a contradiction, 
but it is considered that logical and adequate reasons 
have been advanced in explanation of the marrow pattern 
revealed by the second sternal biopsy. 


Summary. 

It is submitted that. satisfactory evidence has been 
produced to prove, contrary to accepted belief, that true 
pernicious anemia does exist in association with free 
hydrochloric acid in the gastric secretion and therefore 
that achlorhydria is not essential to the development of 
true pernicious anzmia. 

From this it would appear that some of the cases 
previously reported, but rejected on the grounds of 
incomplete investigation, may have been genuine instances 
of such an association. 

Support is provided for Morrison’s theory of dissociated 
dual function of the oxyntic cells. 

A theoretical explanation of some of the histological 
findings in the stomach in pernicious anemia is offered. 
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Addendum. 


The patient was seen again in May, 1947, having returned 
to her parents’ home on a holiday. She was unaware of 
the name and amount of the liver extract which she had 
received during the previous two years. The diagnosis of 
pregnancy, based on a term of amenorrhea in 1946, had 
proved to be erroneous, menstruation having been 
reestablished, though later it had again ceased, the date of 
the last period being February, 1947. 

The apical systolic bruit was unaltered. Examination of 
the blood showed a total red blood cell count of 4,000,000 
per cubic millimetre, a hemoglobin value of 80%, @ colour 
index of 1:0 and a total white cell count of 5900 per cubic 
millimetre, of which 60% were neutrophile cells, 38% 
lymphocytes and 2% eosinophile cells. Slight anisocytosis 
was present with an occasional macrocyte and poly- 
chromasia; the platelets were normal. 

Four millilitres of “Anah#min” were injected. Three 
weeks later the blood picture was as follows: total red cell 
count 4,460,000 per cubic millimetre, hemoglobin value 88%, 
colour index 1:0, total white cell count 6100 per cubic milli- 
eo of which 64% were neutrophile cells, 34% lymphocytes 

ahd 2% eosihophile cells. Slight anisocytosis was present 
with occasional matfocytes; the platelets were normal. 

Normal menstruation had occurred in the interim. 





CONFERENCE ON NOMENCLATURE OF THE 
Ru FACTORS. 


By ALexANpDER S. WIENER, M.D., 


From the Serological Laboratory of the Office of the 
Chief Medical Examiner of the City of New York. 


Tue National Institute of Health recently held a con- 
ference on nomenclature of the Rh factors,” in order to 
settle the problem of labelling Rh antisera. The con- 
sensus of those present was that the original designations 
of the Rh types as rh, rh’, rh”, rh’rh”, Rho, Rh, (or Rh’), 
Rh, (or Rh”,.), and Rh,Rh., based on the designation of 
the three common Rh antisera as anti-Rho, anti-rh’, and 
anti-rh”, be retained as the standard nomenclature. A 
number of those present suggested that in addition certain 
alternative designations, using the letters C-D-E, should 
be added in parentheses when labelling antisera. The 
present writer maintains that such a duplicate method of 
designation is entirely unnecessary and will only cause 
confusion. Experience with the four Landsteiner blood 
groups has already proved that confusion is avoided only by 
the use of a single rational and descriptive nomenclature. 


At the meeting the present writer had the opportunity 
to present his findings on which the standard nomencla- 
ture is based,» and also to hear the views of other 
workers in the field. This has finally made clear the 
mysterious attraction of notations using symbols like 
XYZxyzZ, or Rbyogs, instead of the rational symbols Rho, 
rh’, rh”, Hr’ and Hr” (evidence for Hr. has still not been 
published). Obviously, to people who do not know. the 
blood groups and are not required to understand them, 
notations like I, II, III, IV are much easier to remember 
than O, A, B and AB. In the former case the individual 
has but to learn that there are four blood groups, because 
he already presumably is familiar with the Roman 
numerals I to IV. To remember O, A, B and AB, on the 
other hand, one is compelled to learn that there are two 
substances, A and B, in the blood which form four com- 
binations. This additional effort is quickly repaid, how- 
ever, in the case of laboratory workers, who must be 
familiar with Landsteiner’s rule concerning the reciprocal 
relationship of agglutinogens and agglutinins, and also in 
the case of the medico-legal expert, to whom, for example, 
the statement that parents of blood groups O and AB can 
only have children of blood groups A and B is much more 
intelligible than I x IV can only yield II and III. 
Similarly, it seems easier to “learn” that there are three 
factors Rh,, Rh,, Rh;, or X, Y, Z, than that there are three 
factors Rho, rh’ and rh”. Actually by taking a little extra 
effort to understand the original and only rational nomen- 
clature one learns at the same time of the special 
serological, genetic and clinical position of factor Rho, and 
one also learns that rh’ and rh” are related very much as 
A and B are to each other. Thus, by applying what one 
already knows of the four blood groups, one immediately 
knows the eight Rk types, while those using designations 


.like XYZ must start from the beginning and never really 


grasp the subject. It is easy to see, for example, why the 
mating rh x Rh,Rh, yields almost 50% type Rh, children 
and 50% type Rh, children, with only rare children of 
types rh’ and rh”,“” while this is completely unintelligible 
when written as Neg. x Rhy, or xyz or XYZ. 


In addition, the symbol “Rh” has an important descrip- 
tive significance, indicating the origin of our knowledge 
of this antigen through the study of immune serum pre- 
pared by immunizing experimental animals with the blood 
of rhesus monkeys, which antisera, it was found, also 
agglutinate the blood of about 85% of Caucasian indivi- 
duals. It was because the first antisera were prepared 
with the blood of rhesus monkeys that the symbol Rh 
(the first two letters of the name “rhesus”) was chosen to 
desighate the antigen, while anti-Rh was the natural 
name for the corresponding antisera. When, with the aid 
of antisera of human origin, it was later discovered that 
there are other related antigens in human blood, it was 
only. natural that names should be selected for these 
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antigens which showed their relationship to the Rho 
antigen originally discovered by Landsteiner and Wiener, 
but at the same time indicated their characteristic 
differences. é; 

One final point which everyone seems to have overlooked 
is that as early as 1942, when only Rh. and rh’ had been 
found by me, I considered the possibility that these factors 
might be transmitted by genes that were linked, indepen- 
dent or allelic.” When statistical analysis of the available 
data proved that the hypotheses of linked and independent 
genes were incorrect, we explained the hereditary trans- 
mission of the four Rh types known at that time by 
postulating the existence of four allelic genes.“ When 
later rh” was found, it hardly seemed necessary to repeat 
the evidence against linkage and independent assortment, 
and so the theory was merely extended to include six stan- 
dard allelic genes,“ to which British workers added the 
seventh and rarest gene, R*. Thus Fisher’s® theory, 
besides being wrong, is not original, since it had been 
considered and discarded by me more than two years 
before he proposed it. Incidentally, based on the theory 
of multiple allelic genes, the existence of type rh’rh” and 
its frequency of only about 1 in 10,000 was predicted and 
later confirmed.“ Also the existence of factor rh”’ was 
predicted,”° only to be confirmed by workers in 
England.“ 

In conclusion, it should be apparent from the foregoing 
that a recent editorial advocating the adoption of 
Fisher’s notations in order to “clarify” the nomenclature 
“problem” is based on incorrect and incomplete informa- 
tion. Actually there is no nomenclature “problem” except 
the one that would be created by the unnecessary intro- 
duction of duplicate or triplicate systems of notation. 
Therefore, it is hoped that the publication of this report 
may —" to correct any damage caused by this confusing 
editorial. 
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Reports of Cases, 


A CASE OF DICEPHALIC MONSTROSITY DELIVERED 
WITHOUT MEDICAL AID. 


By LAWRENCE W. ALDERMAN, M.B., B.S., 
Alice Springs. 


Clinical Record. 


THE mother, who had had six previous pregnancies, 
was first examined by Mrs. O. O’Keefe, a trained nurse of 
the Department of Native Affairs, Alice Springs, about 
four hours after confinement. She was a full-blood native 
woman of the Aranda (popularly Arunta) tribe, and whem 
seen by Mrs. O’Keefe was well and able to walk around, 
although she had been forty-eight hours in labour. An 
inspection was made of the vulva and perineum and the 
astounding fact was revealed that there was no evidence 


of post-partum hemorrhage. 
Owing to _ tribal 


movements it has 
been impossible to 
follow up with the 
observation of the 
puerperium, for the 
arrival of any ab- 
normal fetus of 
this type is associ- 
ated with the 
presence of _ evil 
spirits in the area, 
and the group of 
natives removed 
their camp  post- 
haste after the 
delivery of the 
child. 


The father was a 
black octoroon, and 
all the previous 
children had been 
normal. The child 
was stillborn, but 
passed meconium 
during delivery, the 
presentation being 
by the vertex. The 
not. viewed, as this organ is buried 
stage and its whereabouts 





Figure I. 


placenta was 
immediately after the third 
could not be elicited. 


- Post-Mortem Examination. 

The body was that of a full-term female fetus with two 
heads and two necks, both perfectly formed and with 
identical features, although the left head was a little 
larger than the right. The chest was abnormally wide, 
but the bony thorax was:complete, with one sternum only 
and one clavicle on each side. Bilateral talipes equino- 
varus was present. 

The dissection of each head and neck revealed no 
abnormality other than the presence on each side of an 
abnormally large thymus. The cervical pleura was 
stretched as a thin layer between the two necks and served 
as a superior wall of the thoracic cavity. The cavity 
itself was divided into four compartments—one large peri- 
cardial cavity, two lateral thoracic cavities and a retro- 
pericardial cavity. 

In the pericardial cavity there was a double heart, fused 
in the mid-line, with a single large inferior vena cava an@ 
two smaller superior vene cave. Internally, both hearts 
communicated freely in the mid-line, there being very 
little septum at all between them. The valves appeared 
normal. The right ventricles gave rise on each side to 
pulmonary arteries, and the left ventricles to aortic arches; 
but the right great vessels were very much smaller than 
the left. The aorta on the left branched into a left 
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subclavian artery and arteries to the left head and neck, 
while that on the right divided into very small vessels to 
the right head and neck with a small right subclavian 
artery. 

On each side, in compact pleural cavities, there were 
two small but perfectly formed unexpanded lungs. In the 
retropericardial cavity was found a globular organ 
resembling a rudimentary liver and a round pouch-like sac 
which was situated at the termination of the right 
esophagus and was apparently an attempt at the forma- 
tion of a stomach. It terminated in several pedunculated 
cystic bodies. No rudimentary pancreas or spleen could 
be found. 

Below the diaphragm the body was that of a normal 
female infant, the left esophagus and aorta piercing the 


diaphragm and continuing -their course normally. The 


genitals were single. 9 

The spinal columns were separated as far as the seventh 
cervical vertebre, although there were cervical ribs on 
each side. From the first dorsal to the first lumbar 
vertebra the bodies were joined by the transverse processes 
which formed a series of posterior “ribs”, gradually 
decreasing in size till the lower dorsal vertebre, which 
became bipartite. The first lumbar vertebra was a single 
large bone. The spinal cords united at the tenth dorsal 
vertebra and the brains were normal. 


Discussion, 


After forty-eight hours in labour this multiparous woman 
managed to deliver a full-term dicephalic monster with no 
injuries to the parturient canal—a remarkable feat when 
it is realized that these patients usually require 
embryotomy or Cesarean section.” 

A consideration of Aranda midwifery® makes the 
delivery all the more remarkable, as when delay is experi- 
enced the midwives usually pummel the abdomen of the 
unfortunate mother unmercifully, and if any part has 
presented they pull on whatever portion gives a good grip. 

In this case the head presented; but how delivery was 
accomplished could not be ascertained, as the attendants 
were by this time almost beside themselves with anxiety 
to be off and leave the haunted camp, and showed dis- 
inclination to discuss the confinement at all. 

The embryological explanation of the monstrosity is 
fairly straightforward. Owing to incomplete division of 
the blastoderm of what starts out to be uniovular twins, 
the foetuses are fused at varying levels—in this case all 
except the head being fused, a condition known as 
dicephalus. There are usually two pairs of arms, but in 
the case under discussion the arms were single. 

Although the case was one of symmetrical disomata, 
the left foetus, if one can refer to it as such, was the major 
one, its organs continuing into the abdomen. The right 
foetus, though having a perfectly formed head and neck, 
ended in the retropericardial cavity in a rudimentary liver 
and stomach. The great vessels from the right heart too, 
it will be noticed, were far smaller than those from the 
left heart, and the right head was a little smaller than 
the left. 


The attitude of the Aranda natives to plural pregnancy © 


is interesting. The spoken belief is that the abnormality 
is a result of a “debbil debbil’, but some of the more 
sophisticated blacks have told Native Affairs officers that 
there is a much more down-to-earth reason. The suggestion 
is that the second fetus is the child of an adulterous 
relationship with another father. The procedure then is 
to smother the weaker of the twins, or in some cases the 
second born. When monsters occur they are immediately 
smothered if they live, the camp is vacated and all traces 
of the confinement are effectually removed by burial. 


Summary. 
1. A case of dicephalic monstrosity is described. 
2. The ability of the black mother to deliver without 


medical aid a large fetus with two heads is commented, 


3. The Aranda associate plural pregnancy and its varia- 
tions with the presence of evil spirits in the vicinity of 
the mother, and therefore always destroy one fetus. 
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ENCEPHALOMYELITIS FOLLOWING AN ATTACK 
OF RUBELLA. 


’ By LionEL Lockwoop, 
Surgeon Captain, Royal Australian Navy; Senior 
Medical Officer, Flinders Naval Hospital, 
and 
. RUSSELL COLE, 
Surgeon Lieutenant, Royal Australian Naval Reserve; 
Senior Medical Officer (Medical), Flinders Naval 

Hospital, Victoria. 


Durine September and October, 1947, 180 patients suf- 
fering from rubella were admitted to Flinders Naval 
Hospital; of these, very few had a high temperature or 
were at all ill. The epidemic was characterized by the 
fact that the signs and symptoms of the disease were in 
most cases typical—namely, fleeting rash and the presence 
of enlarged glands around the back of the neck and behind 
the ears, the coryzal symptoms being minimal. The 
disease was mild, as is shown by the fact that only 3% 
of the patients had a temperature of 100° F. or over, and 
indeed offered less disability to the patient than a slight 
cold. 

One patient, however, we consider developed encephalo- 
myelitis after an attack of rubella. We have had in this 
hospital several cases of encephalomyelitis due to mumps, 
morbilli and vaccinia; but the present is the first case 
ot encephalomyelitis that we have seen or heard of after 
a true attack of rubella. 


Clinical Record. 

Stoker K., aged eighteen years, attached to a naval depot 
in Melbourne, reported on October 6, 1947, with a rash 
and lumps on the neck. He was examined by a medical 
officer and found to have a typical pink confluent macular 
rash over the trunk and to a lesser extent on his face. No 
glands were palpated on the back of the neck, but glands 
were present anteriorly around the carotid sheath on both 
sides and behind the ears. The throat was clear and no 
Koplik spots were seen. He had no cough and no soreness 
or redness of the eyes. The chest and abdomen were 
normal. .. 

The rash disappeared in one day and he felt well until 
four days later, when he complained of a sore throat, 
soreness in the back of the neck, and headache. On 
examination of the patient, his temperature was 100° F., 
his throat was reddened, and a small exudate was seen 
on one tonsil. ‘Enlarged cervical glands were present. 
Twelve hours later (five days after the onset of the rash) 
he was found semi-comatose on the floor beside his bunk. 
On examination, his temperature was 98:4° F., his pulse 
rate was 104 per minute, and his blood pressure was 150 
millimetres of mercury (systolic) and 90 millimetres 
(diastolic). His pupils reacted to light. He presented a 
picture of cerebral irritation. The only abnormalities 
found were a Babinski response of the left toes and the 
fact that he moved the right leg far more than the left. 
No.injury was found to his head to suggest that his 
condition was traumatic in origin. His reflexes were equal 
and active. No néck stiffness was present. Lumbar 
puncture was performed and clear fluid at normal pressure 
was found. On microscopic examination only four lympho- 
cytes per cubic millimetre were present and the protein 
content ‘was not increased above normal. 
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That day he remained comatose with his, eyes fixed in 
an upward position; his breathing was stertorous. His 
temperature rose to 103° F. and his pulse rate was 140 
per minute; his blood pressure was 140 millimetres of 
mercury (systolic) and 80 millimetres (diastolic). He 
was restless, throwing himself around in bed. He had a 
bowel action and passed urine into the bed. ° 

The next day hé remained unconscious, but was much 
less restless; his upper extremities had become spastic and 
his reflexes were hard to elicit. Testing of both plantar 
reflexes produced a Babinski response. His temperature 
remained around 102° or 103° F. and his pulse rate 140 
to 160 per minute. Lumbar puncture was repeated with 
similar results to those obtained on the day before. 

The following day—three days after becoming comatose 
—he remained comatose but could be roused with supra- 
orbital stimulus. His muscles were flaccid and he lay 
flat in bed, still with stertorous breathing, which was 
abdominal in type, with practically no movement of his 
chest. His eyes were no longer fixed in an upward stare 
and the pupils were equal and reacted to light. The deep 
reflexes could not be elicited and the superficial abdominal 
reflexes were absent. The plantar reflexes remained 
extensor in type. At this stage his temperature was 
102° F., his pulse rate 120 per minute, and his blood 
pressure 130 millimetres of mercury (systolic) and 80 
millimetres (diastolic). 

On the fourth day after becoming comatose he became 
semi-conscious and would follow a light with his eyes, 
but he did not speak, nor could he swallow fluids. His 
cough reflex was absent and he appeared to want to say 
something but was unable to utter a sound. His chest 
moved poorly and he had paralysis of his left arm, move- 
ment being possible in the other three extremities. The 
deep reflexes were absent. At this stage coarse bubbling 
rales were present, and greatly diminished breath sounds 
were heard in the right side of his chest. 

On the fourth day he became fully conscious, although 
he was dazed and slow to think and obey. He had difficulty 
in saying words at first and was also clumsy in his 
coordinated movements, but rapidly improved. The cranial 
nerves all appeared to be functioning, the superficial 
abdominal reflexes were ‘now present, the deep reflexes 
were equal and active, and the plantar responses were 
flexor for the first time. The temperature was 99-6° F. 
and the pulse rate 80 per minute. 

On the sixth day he complained of a slight headache 
but was otherwise much better, eating and talking well. 
He attempted to write a letter to his family, but found 
difficulty in forming the sentences, and his writing was 
childish in configuration. The chest was clinically clear 
and good movements were present on breathing. 

From then onward he continued to improve rapidly. A 
week later—that is, fourteen days after becoming coma- 
tose—he had returned to normal, having good power in 
his limbs and normal mental ability. However, he could 


remember nothing of his illness or of the events of the. 


day before he became unconscious. He returned to full 


duty one month later. 


Past History. 


This patient remembers having suffered from measles 
with a rash and sore eyes about eight years earlier and 
from mumps one year previous to that. He had had no 
other serious illness. 


Special Investigations. 

The patient’s optic fundi appeared normal. It was 
rather hard to obtain a good view, but on _ several 
occasions enough was seen to note that no_ gross 
abnormality was present. X-ray examination of the skull 
revealed no evidence of abnormality. Urine examination 
revealed no sugar, albumin or aceto-acetic acid. The blood 
Sugar level was 138 milligrammes per 100 millilitres. The 
blood urea level was 48 milligrammes per 100 millilitres. 
The leucocytes numbered 9,000 and 7,000 per cubic milli- 
metre on the two occasions when they were counted; the 
differential count revealed a shift to the left in the granular 
series and an absolute lymphopenia. The cerebro-spinal 





fluid was examined on three oceasions; it contained two to 
four lymphocytes per cubic millimetre, 20 milligrammes 
per centum of protein, 760 milligrammes per centum of 
chlorides, and 0-07 milligramme per centum of sugar. 


Treatment. 

The patient was kept continually under observation in 
a darkened room, being restrained only sufficiently to keep 
him in bed. The temperature, pulse rate and blood 
pressure were recorded every four hours. General treat- 
ment fcr an unconscious patient was adopted with regard 
to cleanliness et cetera. 

He was fed through a Rehfuss tube. On the second 
day more fluid was removed from the stomach per tube 
than was put in, so 1°5 litres of 5% glucose and normal 
saline solution were administered intravenously over the 
following twenty-four hours. On the third day two ounces 
given hourly through the Rehfuss tube were successfully 
retained, and on that night and the next day four ounces 
given hourly were retained. Alternate feedings of citrated 
milk and glucose were given. 

His pharynx and trachea were sucked out by catheter 
and continuous sucker on several occasions during the 
third and fourth days, when his breathing was very 
“pubbly”. This improved his airway greatly and changed 
his colour from a slightly cyanosed appearance to normal. 

Penicillin treatment (100,000 units statim and 50,000 
units every four hours) was maintained for the six days, 
mainly to prevent the onset of pneumonia. 


Comment, 


It is considered that in view of the absence of all other 
signs a diagnosis of encephalomyelitis was justified. The- 
diagnosis of rubella was considered to be definitely estab- 
lished, as it was independently diagnosed by two doctors 
who were familiar with the appearance of the disease. It 
also occurred in the middle of an epidemic amongst the 
personnel of the navy in this depot. The transitory rash 
and the presence of enlarged glands, the absence of sore 
eyes, cough and Koplik spots, together with a past history 
of morbilli, eliminate the theory that perhaps the condition 
was ordinary measles that went undiagnosed and passed 
as rubella. 

It may have been an extraneous virus that caused the 
encephalomyelitis, which was contracted independently and 
separately from the rubella; several such cases have been 
described lately. The absence of other cases amongst the 
close contacts and in the depot at the time tends to make 
this unlikely. 

The idea that perhaps the condition may have been 
transitory mumps (he did complain of soreness under the 
angle of the jaw) is considered unlikely because of his 
past history of mumps; also the titre of mumps anti- 
bodies in the blood twenty-one days after the illness was 
not raised above that at the time of the onset of the 
illness. 

The course of the disease and the absence of blood 
from the cerebro-spinal fluid, together with the absence of 
signs of a bruise on the head, tend to rule out as a cause 
a head injury from the patient’s falling two feet out of 
a bunk. 

The leucocyte count tends to suggest a virus as the 
cause and to rule out pyogenic infections. 

The fact that the onset of the encephalomyelitis occurred 
five days after the rash, the time at which this complica- 
tion generally manifests itself, is considered significant. 


Summary. 
A case is reported of encephalomyelitis developing five 
days after the onset of a typical attack of rubella. 
There were no suggestive signs or symptoms to 
indicate that the condition was other than post-rubella 
encephalomyelitis. 
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DEATH FROM URAIMIA IN A CASE OF OLD 
HASMORRHAGIC PANCREATITIS. 


By Joun D. Le SovuEr, 
Medical Student, University of Adelaide. 


Clinical Record. 


A MALE patient, aged sixty-two years, was admitted to 
the Royal Adelaide Hospital complaining of periodic 
violent spasms of right-sided pain, which radiated from 
the loin to the groin. He had had this pain for six weeks. 
During the past month his urine had appeared bright 
red in colour. Micturition was accompanied by terminal 
pain and the stream often stopped very suddenly. He 
found it necessary to micturate two or three times at 
night and five or six times during the day. 

On examination the patient was drowsy, hiccupping 
occasionally. His conversation was rambling in character, 
mostly to himself. His mouth and tongue were dry, the 
latter being govered by a brown fur. On admission to 
hospital his temperature was 98° F., pulse rate 126 per 
minute and respiration rate 28 per minute. His blood 
pressure was 135 millimetres of mercury (systolic) and 70 
millimetres (diastolic). Examination of the abdomen, 
which was slightly distended, revealed a firm, irregular, 
tender mass just above and slightly to the right of the 
umbilicus. The lower edge of the mass, however, appeared 
smooth. It did not seem to be continuous with the liver 
and its relation to the right kidney was not definite. 
Examination of the prostate per rectum revealed slight 
enlargement, the organ being firm with some irregularity 
of the surface. The mucosa moved freely over its surface 
and the median groove was easily felt. 

During. the first thirty hours following admission the 
patient passed only four ounces of urine. His bladder 
was then catheterized and another four ounces were 
obtained, the specimen being clean and light yellow in 
colour. The centrifuged deposit contained one to three 
red cells per high power field and a similar number of 
leucocytes. . On the second day he was still somewhat 
drowsy, but mentally alert. He was, however, not 
excreting any urine. The following day twitchings of the 
right shoulder were noted. The breath was foul. Examina- 
tion of the blood revealed a urea nitrogen content of 95 
milligrammes per centum. His condition became rapidly 
worse and he died early on the fifth day after admission. 
At no stage did his temperature rise above normal. 


Post-Mortem Examination. 


Post-mortem examination was carried out at the Royal 
Adelaide Hospital (P.M.154/46).. The body, that of a man 
looking more than sixty-two years of age, was still warm. 
A good layer of subcutaneous fat was noted and the 
omentum was adherent to the anterior abdominal wall. 
A loop of small intestine and also the tip of the gall- 
bladder were adherent to a mass near the hepatic flexure 
of the colon. When the chest was opened the lungs col- 
lapsed well. The bronchi were congested, and in the anterior 
parts of the lungs there was a good deal of emphysema, 
while at the bases the lungs were collapsed, becoming 
friable in places. Apical adhesions were present on the 
right side. Pneumonia was noted on section. The heart 
appeared normal, as did also the stomach, duodenum, 
intestines and suprarenals. The spleen was raspberry-jam 
coloured. In the gall-bladder were found about four 
faceted stones, biliary sand and mucus. Another stone 
was lodged in the cystic duct. The liver was congested 
and in the right lobe was found a small simple cyst. 

The body of the pancreas was extensively hemorrhagic, 
the hemorrhage appearing old. In places it was becoming 
chocolate coloured, in others it was cystic, while here and 
there in the surrounding fat there were large patches of 
old fat necrosis. One of the latter areas presented a 
chalky appearance. 

The capsules of the kidneys peeled readily, leaving a 
smooth surface. On the cut surface a rather pale cortex 





was seen, but no other features of note. Upon section 
the kidneys were found to have the following features. 
Some of the tufts were small, others nearly filled the 
space; in the capillaries blood cells were seen; an 
occasional collection of round cells and a few polymorpho- 
nuclear leucocytes were noted near some of the tufts. 
The convoluted tubules were rather large and in places 
showed a good deal of congestion; som@ contained reticular 
material, while one contained red blood cells. In the 
medulla were seen a few small hemorrhages and an 
occasional hyaline cast. Moderate enlargement of the 
prostate was noted; the bladder was normal. 


The cause of death was considered to be uremia, due 
to the effects of the extensive hemorrhage in the pancreas. 


Discussion. 


This case is of interest because the old hemorrhagic 
pancreatitis seemingly produced a syndrome similar to 
that seen in “crush nephritis”. Uremia-is also seen in 
such conditions as septic abortion (Royal Adelaide Hos- 
pital P.M.232/47) and blackwater fever. Much has been 
written about the “crush syndrome”, and in 1941 Bywaters 
and Beall™ reported a series of four cases of crush injury 
in which the kidneys contained degenerative changes in 
the proximal convoluted tubules and pigment casts in the 
more distal part of the nephron. In these cases death 
resulted in about one week from nitrogenous retention. 
At a later date Bywaters and Dible (1942) published a 
paper in which they reported 22 cases of crush nephritis. 
They described the renal lesion as being a marked 
catarrhal state of the whole nephron—falling with special 
severity on the ascending loop of Henle and the second 
convoluted tubule. ‘They found that the tubules showed 
various degrees of desquamation, regeneration, necrosis 
and fibrosis, usually with the presence of pigment casts. 
Numerous records of death from uremia following blood 
transfusions have also been described. Those of Witts 
(1929) and Baker (1937) may be quoted. The latter 
considers that the urinary suppression results from an 
intrarenal obstruction due to the excretion of hemoglobin 
in urine of high acidity and salt concentration. Under 
these conditions, Baker states, the hemoglobin is con- 
verted into a granular deposit of hematin which obstructs 
the renal tubules. In recent years much valuable research 
has been done in this subject and the experimental work 
of Trueta et alii (1946) is of great importance. It seems, 
according to these investigators, that nervous stimulation 
can be produced centrally or peripherally by a variety of 
noxious agents and that the picture seen in many loosely 
related syndromes, for example, “sulpha kidney”, incom- 
patible blood transfusion, Weil’s disease and some forms 
of nephritis, is the result of a defence device by which 
the cortex of the kidney is excluded from the circulating 
toxin or other noxious agent and thus protected. The 
decrease in urinary excretion and increase in blood urea 
is thus accounted for. The products of necrotic tissue or 
of hemoglobin in this case were evidently of such a nature 
as to bring this neuro-vascular mechanism into play. 


Summary. 


1. A case of uremia following hemorrhagic pancreatitis 
is described. 

2. The usual microscopic findings seen in the kidney in 
a related syndrome, “crush nephritis’, are described. 


3. The possible cause of the uremia is briefly considered. 
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Reviews, 


CHILD PSYCHOLOGY. 





“CHILD PsycHoLocy”, by Arthur T. Jersild, Ph.D., Professor 
of Education at Teachers’ College, Columbia University, has 
been an accepted work for students of child development 
since it first appeared in 1933.1. Now in its third edition, 
this volume represents a vast amount of study and research. 
The array of attested evidence assembled to bear out the 
principles and generalizations presented is proof of the 
accuracy and scientific method shown in the preparation of 
this work. 

In the first chapters dealing with the beginnings of 
behaviour, and development in infancy and early childhood, 
the results of many interesting studies and observations are 
reported. Of these, none are more provocative than the 
observations made of various groups of infants and young 
children, who have been placed on a self-demand feeding 
schedule. The findings would no doubt stir those who hold 
to the rule that a hungry child must not be fed until the 
clock strikes a certain hour. While it is not suggested 
that children should always eat whatever they like, when- 
ever they like, the evidence does show that the young 
child has more sense about eating what is good for him 
than he is usually supposed to have. The significant finding 
is that a nutritionally adequate diet is not necessarily 
achieved by so much of this and that every day. The 
balance can be achieved over a much longer period. 
Recognition of this fact would be a great help in preventing 
many of the feeding problems which have become so large 
since parents became so food conscious. 

Among the several aspects of motor development which 
are examined, those studies dealing with left-handedness are 
of practical interest. The evidence shows that a forced 
change from left to right does often result in unwholesome 
consequences, but this is not inevitably the case. The 
question still remains: Is it worth the risk and trouble 
involved? 

The development and sequences of social behaviour are 
fully discussed. The incidence of negativism or resistant 
behaviour is noted; also the causes, motives and functions 
of children’s fights and quarrels at different age levels, 
while the balance between cooperation and competition is 
thoroughly reviewed. Detailed studies relating to factors 
governing friendships, popularity and leadership are also 
given in this section. 

In view of the present demand for nursery school services, 
studies made to probe the effects of nursery school atten- 
dance are of wide interest. The results show conclusively 
that nursery school children improve rapidly in routine 
habits, such as competence in eating, dressing, toileting and 
so forth, with resulting increases in freedom of action and 
decreased dependence upon adults and therefore diminished 
occasion for resisting adults. Nursery school attendance is 
also shown to have had important results in diluting 
tensions between a child and others in the home environment. 

The development of feeling and emotion occupies a large 
Proportion of the book. The usual aspects are carefully 
dealt with, but a chapter on moral training and the growth 
of religious concepts is very welcome, if only because so 
little authentic work has been done in this field. Jersild’s 
discussion of these matters is the more acceptable, as his 
arguments are always based on objective facts and are 
never mere personal opinions or prejudices. 

In the field of language development and the measure- 


ment of intelligence, a large amount of research and experi- ~ 


ment has taken place, and this volume provides a good 
summary of recent investigation in these matters. 





; Child Psychology”, by Arthur T. Jersild, Ph.D.; Third 
Edition; 1947. “New York, Toronto and London: Staples Press, 
Limited: - 8” x 54”, pp. 636. 





Probably nobody realizes more fully than Jersild himself 
that the study of the child’s mind has only just begun, but 
is proceeding at an accelerating pace. Therefore, hia 
emphasis is always on general trends, and never on final 
statements which could be doubted in a few years’ time. 
This volume would be most valuable as a reference book 
for any whose professional training requires some knowledge 
of child development. The text is full of interest and sub- 
stantial information, and the extensive bibliography at the 
end of each chapter should provide an access to further 
material on any topic on which further information was 
required. 





SCHOOL HEALTH AND EDUCATION. 


In “School Health and Health Education”, a book by C. E. 
Turner, Professor of Public Health, and C. Morley Sellery, 
Director of Health Services, Los Angeles City Schools, an 
attempt has been made to set down the requirements for 
health in schools and health education, with special con- 
sideration of the teacher’s part in the school health pro- 
gramme.' 

This book has quite a lot in it. of value, particularly to 
teachers and all those concerned with the handling of 
children in schools. The material is well set out and printed 
on good paper which makes it easy and pleasant to read. 
The main adverse criticism which we would make is that it 
is not illustrated. This is a pity, especially when the author 
is dealing, with such subjects as desks, position of lighting 
and so forth. 

It is a book which could be read with profit by all people, 
both medical and lay, who are concerned with school health. 





CLINICAL BIOCHEMISTRY. 


In the third edition Harrison’s invaluable “Chemical 
Methods in Clinical Medicine” has undergone extensive 
revision. Much new material has been included, but by 
judicious pruning the increase of size has been kept below 
fifty pages.” 

The first chapter now deals entirely with the construction 
and use of various pieces of apparatus. Many of them are 
adaptations of common laboratory equipment. This material 
might more appropriately have been put with other similar 
material in the appendix. 

In spite of careful editing there are one or two surprising 
survivals. For instance, methods for the determination of 
protein by the measurement of precipitate volume are still 
described at length, although the author himself. points out 
their unreliability under certain conditions, and applies the 
epithet “shocking” to one of them. Excellent turbimetric, 
colorimetric and other methods are given. 

Two flocculation reactions, the Takata-Ara and Maclagan 
colloidal reaction, are described in the section on liver 
function tests, but the simpler thymol turbidity test, which 
Maclagan now recommends in place of his more complex 
procedure, is just mentioned. 

Methods described for the determination of pH are 
restricted to colorimetric procedures. The hydrogen electrode 
is now widely used for these measurements. Although the 
apparatus for potentiometric determination of pH is still 
rather complex and expensive, its use has been made very 
simple. As it is a standard method, free from some of the 
limitations of colorimetric methods, it should be described 
in a book of the standing of Harrison’s. 

Although the chemical investigation of sex hormones is 
still very tedious, some mention of these substances might 
have been expected. The determination of 17-ketosteroids, 
for example, is now within the scope of a properly equipped 
hospital biochemical laboratory. 

The chapter on blood pigments has been extended to 
include a discussion of methods for the determination of the 
normal blood pigment, hemoglobin. A section on the 





1“School Health and Health Education: With Special Con- 
sideration of the Teacher’s Part in the School Health Program”, 
by C. E. Turner, A.M., Ed.M., D.Se., Dr.P.H., with the editorial 
assistance of C. Morley Sellery, M.D.; 1947. St. Louis: The 
C. V. Mosby Company. Melbourne: W. Ramsay (Surgieal) 
Proprietary, Limited. 84” x 54”, pp. 458. Price: 26s. 

2“Chemical Methods in Clinical Medicine: Their Application 
and Interpretation with Techniques of Simple Tests”, by G. A. 
Harrison, B.A., .D., B.Ch. (Cantab.), M.R.C.S. (England), 
L.R.C.P. (London), F.R.LC.; Third Edition; 1947. London: 
J. and A. Churchill, Limited. 93” x 6”, pp. 642, with illustrations, 
some of them coloured. Price: 40s. 
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determination of sulphonamides, and a chapter on pigmenta- 
tion, illustrated by coloured plates, have also been added. 

Harrison's excellent book should: be in every clinical bio- 
chemical laboratory, not only for the ‘wealth of information 
on methods, for the most part critically chosen, but also for 
the illuminating discussions on indications and for inter- 
pretation of various biochemical tests. The author repeatedly 
emphasizes the necessity for intelligent selection of the 
tests to be applied in the light of other clinical evidence. 
He stresses the need for a close liaison between the work 
of the clinician for whose guidance the tests are performed, 
and the rather isolated laboratory worker who must carry 
them out. Understanding of each of the other’s problems 
is essential for efficient work and for the comfort of the 
patient for whom the performance of unnecessary tests 
should be avoided. 

The book is very well produced and includes a compre- 
hensive index. Numerous references are given at the end 


of each chapter. 





TROPICAL DISEASES. 


Durtnc the war many medical officers became familiar 
with the War Office “Memoranda on Medical Diseases in 
Tropical and Sub-Tropical Areas”. ‘These have now been 
issued in a new edition,’ still compact in form, but on much 
improved paper and in an attractive cover. The publication 
still, however, retains its quality of practical brevity, and 
also the alphabetical order, which makes such strange bed- 
fellows as dengue and diarrhoea, dysentery and filariasis, 
balanced, perhaps, by the fact that diarrhoea and dysentery 
do come in juxtaposition. 

Brevity is one quality of the book, and authority is 
another. Each memorandum is clearly written by one who 
has had personal knowledge of the condition he describes, 
and who knows, too, the kind of information that will be 
most useful to the officer in the field. One could cavil at 
details: food poisoning, for example, is only mentioned, and 
there were numerous enough outbreaks during the last war 
to justify at least a short memorandum; “melanin” (page 
167) is not produced’ by malaria parasites; there is still a 
simple faith in the cholera belt; “phthalate” is wrongly spelt 
in the section on arthropod pests, though correctly later 
under rickettsial diseases. But these are small blemishes, 
which detract little from the general excellence and pre- 
cision of the writings. Australia is so fortunately situated 
that some of the sections would have only academic interest 
to practitioners here, but many would doubtless like to 
retain the interest they acquired in tropical diseases during 
the war, and to these the Memoranda can be heartily recom- 
mended. To the medical worker in far places it should 
become a well-thumbed, battered companion. 

It will be a joy to those who na longer have to use them 
that specimens may still be sent to base “through normal 
channels”. 





A YEAR BOOK ON MEDICINE. 


In its general form and arrangement “The 1947 Year 
Book of General Medicine” is on all fours with its 
predecessors.2- In each successive year the “Practical 
Medicine Series of Year Books’ make their appearance 
and are welcomed by practitioners of every branch of 
medicine. The volume on general medicine as a rule heads 
the list. The volume this year is as usual divided into 
several departments and these deal in turn with infectious 
diseases, diseases of the chest (except the heart), diseases 
of the blood-forming organs and diseases of the kidney, 
diseases of the heart and blood vessels, diseases of the 
digestive system and of metabolism. The editors of these 
departments are George F. Dick, J. Burns Amberson, G. R. 
Minot and W. B. Castle, William D. Stroud, and George B. 
Eusterman. 

The section on poliomyelitis covers eleven pages and deals 
with research, epidemiology, clinical findings, contacts and 





*““Memoranda on Medical Diseases in Tropical and Sub- 
tropical Areas”, Eighth Edition; 1946, London: His Majesty’s 
Stationery Office. 84” x 54”, pp. 396, with many illustrations. 

rice: 8s. . 


2“The 1947 rer Book of General Medicine”, edited by 
George Fs Dick, J. Burns Amberson, M.D., George R. 

Minot, S.D., MD. R’c.P. (Edinburgh and London), William 
B. Castle, LD. S.M., M.D. (Hon.), Utrecht, William D. Stroud, 
M.D., and George B. Eusterman, M.D.; 1947-. Chicago: The 
Year Book Publishers Incorporated. Ty 44”, pp. 784, with 
many illustrations. Price: $3.75. 





some observations on blood grouping in relation to the 
disease. In the section on rickettsial and virus diseases a 
lengthy abstract is given of the paper on North Queensland 
tick typhus by Harry Plotz and others, of the Army Medical 
School, Washington, which was published in THB MEpDIcaL 
JOURNAL OF AUSTRALIA; curiously the other two papers of 
the group by Andrew, Bonnin and Williams, and by Funder 
and Jackson, of the Australian Army Medical Corps, which 
appeared in the same issue, receive no mention. The section 
on asthma deals with the physiological basis of the con- 
dition, the existence of intrinsic asthma and inter alia the 
action of histamine on ‘the respiratory tract. The section on 
tuberculosis covers sixty pages, It deals with many aspects 
of this important condition, including “B.C.G.” vaccination 
and the use of streptomycin. <A fatal case of transmission 
of tuberculosis to a boy by the bite of a cat is reported. 
The anemias are covered by a long series of abstracts; 
there are many references to the Rh factor. The four 
sections on etiological diagnosis of diseases of the heart 
and blood vessels, anatomical diagnosis, physiological diag- 
nosis and electrocardiography are worthy of careful study 
by any medical practitioner, whatever specialty he may 
profess. The section on liver, gall-bladder and pancreas 
contains some valuable references to liver function and to 
tests for its determination. The section on nutrition is 
small and may be disappointing to enthusiasts in this 
subject. 

This volume contains more abstracts from European 
journals than we have expected to see in recent years. 
This is a matter for congratulation. Anyone who reads 
the book carefully will gain a useful insight into recent 
writings on internal medicine; it is assured of a wide 
circulation. 





FRACTURES IN PICTURES. 


A NEW edition of “Pictorial Handbook of Fracture Treat- 
ment”, by Compere and Banks, has just been published. 
There are two types of books on fractures. One, which 
must necessarily be a large book, gives details on all 
possible types of fractures, and the other, which is suitable 
only for students and young practitioners, gives only a 
survey of the methods in use. Although Compere and 
Banks’s book occupies only 390 pages, it nevertheless com- 
bines the good features of both types of book. The reason 
for this is that excellent pictures take the place of a great 
deal of descriptive matter. This book can be recommended, 





BODY MECHANICS IN HEALTH AND DISEASE. 


Tue first two chapters of Goldthwait’s book on body 
mechanics in health and disease are devoted to a definition 
of the different body types and the general results of bad 
posture. Chapters four and five deal with the recognition 
and correction of developmental abnormalities. . 

A chapter is devoted to postural backache. The next two 
chapters are devoted to the effect of bad body mechanics 
on the position of the abdominal viscera and possible dis- 
turbances which may take place in their normal functions. 
Special attention is given to the pump action of the 
diaphragm in preventing congestion of the abdominal organs 
and impaired circulation generally. 

Case histories illustrating the disturbances of the different 
systems are given with a chapter on the postural treatment 
ot arthritis. 

The final chapters are devoted to a general outline of the 
treatment adopted with special reference to flat foot. There 
is an intensive bibliography. The text is clear and well set 
out with photographs, diagrams and reproductions of 
skiagrams. 

This is a useful book that can be recommended to prac- 
titioners of physical medicine. 





1“Pictorial Handbook of Fracture Treatment’, by Edward L. 
Compere, M.D., F.A.C.S., Sam W. Banks, M.D., F.A.C.S., revised 
with the assistance of Clinton L. Compere, M.D., FACS, 
illustrated by Harold Laufman, S.; Secon el Edition; 
1947. Chicago: The Year ' Book’ "pauhinare Incorporated. 
8” x 54”, pp. 390, with many illustrations, Price: $5.50. 

2“Bssentials of Body Mechanics in Health and Disease”, 
by Joel E. Goldthwait, M.D., F.A.C.S., LL.D., Lloyd T. Brown, 
M.D., F.A.C.S., Loring jt Swaim, M.D., and John G, Kuhns, 
M.D., F.A.C.S., with a chapter on the Heart and Circulation Rs 
Related to Boay Mechanics by William J. Kerr, M.D., F.A.C 
Fourth Hdition; 1945. Sydney: Angus and Robertson, Fiimited. 
Philadelphia, London, Montreal: J. B. Lippincott an 

8” x 5”, pp. 351, with 128 illustrations. Price: 37s. 6d. 
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All articles submitted for publication in this journal should 
be typed with double or treble spacing. Carbon copies should 
not be sent. Authors are requested to avoid the use of 
abbreviations and not to underline either words or phrases. 


References to articles and books should be carefully 
checked. In a reference the following information should 
be given without abbreviation: initials of author, surname 


of author, full title of article, name of journal, volume, full 
date (month, day and year), number of the first page of the 
article. If a reference is made to an abstract of a paper, the 


name of the original journal, together with that of the 
journal in which the abstract has appeared, should be given 


with full date in each, instance. 


Authors who are not accustomed to preparing drawings 
or photographic prints for reproduction are invited to seek 


the advice of the Editor. 
eae eae LS 


THE JOURNAL, THE BRANCHES AND THE 
FUTURE. 


DurinG a recent discussion on THH MEDICAL JOURNAL OF 
AUSTRALIA and its recognition by members of the Aus- 
tralian Branches of the British Medical Association as 
part of the Association’s equipment, curiously divergent 
opinions were expressed. One disputant held that the 
journal was looked on by the average Branch member as 
“part of the furniture’; another, apparently as well 
qualified to judge, said that most members thought that 
the journal was “a thing apart”. In the face of views 
such as these it appears that a general statement on the 
set-up of the journal and its control may be useful, 
especially as this will provide an opportunity to make 
members aware of some of the difficulties of production 
which have to be faced at the present time. The object 
of the journal is to serve the individual members of the 
medical profession; understanding by the individual is 
therefore essential if this service is to be complete. 

The journal, after all is said and done, is the property of 
the Branches. It is true that the journal is owned and 
controlled by the Australasian Medical Publishing Com- 
pany, Limited, but the company consists of members who 
are elected by the Branches—there are eighteen members, 
three from each of the six Branches. It is not the 
“official organ” of the Branches, functioning, as it would 
function in such circumstances, through the Federal 
Council. The company is bound by an agreement with 
the Federal Council to supply a copy of the journal as it 
is issued to every member of the Branehes. The liaison 
between Federal Council and journal is thus very close; 
the relationship cannot be described as a symbiosis, because 
both have a common origin in the Branches. Though THE 
MepicaL JouRNAL oF AUSTRALIA is not the “official organ” 
of the Federal Council or of the Branches, it can and does 
issue official statements at their request and on their 
behalf. If the journal was the “official organ” of the 
Federal Council it would be out of place for it to criticize 
or even to suggest courses of action to the Federal Council. 
The policy of the journal as a matter of fact is identical 
with the .policy of the Federal Council. The present 





chairman of directors is Sir Henry Newland, who was 
elected at the last meeting of directors in succession to 
the late Thomas Walter ‘Lipscomb. The chairman of the 
local committee of directors which meets every month to 
control the affairs of the company between meetings of 
the board of directors is Dr. W. L. Calov, of Sydney, and 
Dr. W. F. Simmons is vice-chairman. The other directors 
are Dr. D. D. Paton, of Perth, Dr. D. Gifford Croll, of 
Brisbane, Dr. J. P. Major, of Melbourne, and Dr. W. B. L. H. 
Crowther, of Hobart. 

The first issue of THE MEDICAL JOURNAL OF AUSTRALIA 
appeared on July 4, 1914, just one month before the out- 
break of the 1914-1918 war. Its early days were thus 
beset with difficulties. Supply of paper caused the greatest 
anxiety, and it became necessary for a period to use 
paper of an inferior grade because no other was available. 
But these troubles were surmounted, and in the 1920’s 
steady progress was made; the Australasian Medical 
Publishing Company, Limited, acquired its own premises 
and its own printing plant and it seemed that all would 
be well. But, as was related recently in the obituary 
notice of the late Thomas Walter Lipscomb, a financial 
erisis had to be faced, and after a reorganization in 
which Lipscomb showed his wisdom and his judgement 
this storm was weathered. A steady growth in the volume 
of material offered for publication took place, and by the 
beginning of 1939 both company and journal were in a 
sound position and actually at the highest point in their 
history. Then the second world war came and a scarcity 
of paper with rising costs of material and workmanship 
had to be faced. The journal was regarded by those in 
authority as an essential publication, and it will be 
remembered that, throughout the war years, its pages 
contained material that was indispensable to medical 
practitioners in both service and non-service categories. 
As a matter of fact the medical service chiefs in Navy, 
Army and Air Force found that publication of the work 
of their officers did two things—it placed useful work 
on record and made it available to others who could use 
it; it also acted as a stimulus to further observation by 
officers in the field. But scarcity of paper created 
difficulties; the journal was given a quota and publication 
had to be planned according to the quota. As readers are 
aware, reduction in the size of the type used in the 
journal was adopted in August, 1940, Though it was, 
and still is, more trying for readers than the larger type 
of the pre-war years, it has been of material assistance. 
The use of smaller type was intended as a temporary 
expedient and it was hoped that long ere this its use 
would have been discontinued. Several dates have been 
set for return to the large type of the pre-war years, but 
something has always happened to prevent it. The latest 
date was January 1, 1948; but a large amount of material 
was awaiting publication and it was then hoped that 
with the slightly larger journals than had been possible 
in the latter half of 1947 the change could be made later 
in the new year. The larger type could have been used 
had adequate paper stocks been available, but the journal 
is still on a quota of paper and an additional adverse 
factor is operating. This is the introduction of the forty- 
hour week. As a result of the operation of these factors 
it will be necessary to keep the size of the journal smaller 
than was intended until their effect can be determined. 
Some contributions of fairly large size have already been 
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accepted and will, of course, be published as soon as 
possible. But for the immediate future it is requested 
that articles offered for publication be kept to a size no 


larger than clarity and the requirements of the subject 
demand. If members of the Branches understand the 


position and try to help where they can, the journal, 
which, as we have shown, is theirs, will the sooner be 


restored to its pre-war style and further progress will be 
possible. , 


Current Comment, 
THE CUT FLEXOR TENDON. 


In the hand, and more particularly in the fingers, the 
cut flexor tendon has presented a baffling problem until 
the last few years. Even when accurate anatomical 
apposition, careful suture and primary healing seemed 
to justify the hope of a satisfactory functional outcome, 
the end results were almost invariably disappointing, 
mainly because of adhesions between the sutured tendon 
and its surroundings. In the last decade the problem has 
been brought nearer solution by a number of workers, 
among whose names that of Bunnell is prominent. Tendon 
suture is a field in which attention to detail and delicacy 
of manipulation are essential. It is, however, a field 
which lacks the drama attaching to surgical intervention 
for conditions involving the head, thorax and abdomen. 
So near the surface, and approached through such 
(relatively) small incisions, tendon injuries, despite their 
poor results, have come to be regarded as minor injuries. 
In many hospitals their care is undertaken by graduates 
of one or two years’ standing, whose keenness and interest 
may be admirable, but afford no substitute for trained 
surgical judgement. As the patient’s life is usually not 
threatened, insufficient thought is given to the fact that 
his future livelihood may be gravely jeopardized if his 
hand is maimed. 

J. B. Kinmonth,? in considering, the problem of the cut 
flexor tendon, urges that, in a hospital, as many as possible 
of these operations should be relegated to one surgeon, 
since the necessary technical refinements require practice 
and experience for their mastery. This worker relates 
his own experiences with the repair of cut flexor tendons 
in the hand, including the use of free grafts and steel wire 
fixation. He points out that in recent years new principles 
have been enunciated, and new ‘technical measures 
developed. Experimental work by Mason and Allen on 
the histology. of tendon healing has shown that early 
movement leads only to increased reaction and adhesion 
formation, or even to non-union, from the cutting out of 
the sutures from softened tendon ends. Bunnell intro- 
duced the use of stainless steel wire, which, owing to its 
not causing irritation in the tissues, can provide a means 
of internal fixation whereby healing can be secured with 
a minimum of scar tissue formation. Union with mobility 
is the main objective in the repair of severed flexor tendons. 
Mobility is of particular importance, since, for the same 
range of joint. movement, the flexor tendon requires about 
three times the range of sliding movement as does the 
extensor tendon. Kinmonth, like most authorities, con- 
siders that primary suture is indicated only under excep- 
tional conditions. It may be performed where operation is 
carried out within four hours of the infliction of a clean 
wound, and where a graft is considered unnecessary. The 
main advantage of immediate suture is the saving of time 
to the patient; its chief disadvantage is the risk of 
increased mischief, should infection occur. Bunnell? wrote 
in 1940: “Infected sutured tendons result in a terrible 
infection that extends rampant up tendon sheaths and 
spreads through a limb, resulting in crippling and even 





1The British Journal of Surgery, July, 1947. . 
2The American Journal of Surgery, Volume XLVII, 1940, 
page 502. 





death.” The newer chemotherapeutic agents have gone 
some way towards attenuating this unpleasant prospect, 
but surgical principles remain the same, and it must be 
remembered that even a minor local infection may produce 
adhesions which will anchor a tendon in its sheath. The 
majority of cut flexor tendons should be dealt with as an 
elective procedure after healing of the wound and adequate 
preparation. This is particularly so if a, graft is to be 
used. A graft is unnecessary when the profundus tendon 
is severed near its insertion, or when the tendon injury 
is situated in the palm in the interval between the digital 
sheath and the ulnar bursa. A free graft, usually of 
palmaris longus, should be used for all cases of flexors cut 
within the digital sheath. The remnants of tendon lying 
inside the sheath are removed, and the graft is introduced 
to span the interval between the palm and the distal 
phalanx, so that the tendon union lies in the palm and not 
in the narrow digital sheath. Incisions in the palm or 
fingers should be transverse. Median longitudinal incisions 
overlying the tendon are to be avoided, and while a trans- 
verse incision may be extended by a second incision 
running proximally or distally from either end, it is 
preferable to make a second transverse cut. The sublimis 
tendon should be removed whether injured or not, to afford 
the maximum accommodation for the repaired profundus 
tendon. Any stricture in the digital sheath should be 
dilated with bougies, extreme gentleness being used here 
as at all stages in the operation. Internal fixation of the 
union is achieved with fine stainless steel wire, of which 
both ends are brought out through-the skin and fixed for 
three weeks. One end is then cut level with the skin; 
elastic traction applied to the other end draws the suture 
out in a few days. A bloodless field is essential, and is 
secured by means of an Esmarch bandage and a 
sphygmomanometer cuff. The author states that no 
untoward results have been observed from leaving this 
on for periods of up to four hours, in adults, but stresses 
the need for careful application of the cuff, without folds 
or ridges. The limb is elevated for a few days after 
operation. After removal of the fixation stitch the patient 
is allowed to use his hand, but active exercises, with hot 
wax baths, are not commenced for another three weeks, 
that is, until six weeks after operation. Improvement is 
to be anticipated for up to a year from operation. 

There is a growing appreciation of the importance of all 
forms of traumatic surgery. It is to be hoped that tendon 
repair will be recognized as a problem for the virtuoso, 
and not for the surgical fledgling. 





THE EFFECT OF DIGITALIS IN PREVENTING 
RECURRENCES OF CARDIAC FAILURE. 


ONE of the vete¥an subjects of cardiology is whether 
digitalis has definite value in preventing recurrences of 
congestive failure in patients who have had previous 
attacks of failure with regular rhythm.. Maintenance 
doses are widely used for such patients, but the need, 
or indeed the value, of them is not felt by physicians 
as a whole to be so established as it is for use in the 
interval treatment of failure associated with auricular 
fibrillation. John S. Ladue and Sandy B. Carter have 
carried out a study of this subject, which is on the lines 
of some work done by Katz and his associates several 
years ago... Ladue and Carter base their conclusions on 
observations of 104 patients over a period of some years. 
All these patients had been in hospital for the treatment 
of congestive failure with sinus rhythm, and the majority 
had been taking a maintenance dose of from 0-1 to 03 
gramme of digitalis leaf since discharge from hospital, 
when the study began. For a period of one to three months 
and at intervals of from one to four weeks estimations 
were made of venous pressure, circulation time, vital 
capacity and weight. Then the digitalis was discontinued 
and a similar series of measurements were made. Records 
were made at the same time of the degree of dyspnea, 
orthopnea, edema and the presence or absence of rales 





1Annals of Internal Medicine, December, 1947. 
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at the bases of the lungs. While under observation the 
patients were cautioned against sudden exertion, and 
their intake of water and salt was somewhat restricted. 
The ages of these people varied from 31 to 80 years. 

One interesting finding was that the data gained from 
these precise estimations did not give substantial help in 
warning of the approach of cardiac failure. Once the 
process was definitely established, its presence and severity 
were announced by the results of the laboratory tests. 
The authors think that perhaps if continuous: or repeated 
measurements were available a study of these might 
possibly reveal what was impending, but this is by no 
means sure, for in several instances patients were admitted 
to hospital a few days after their tests had given readings 
within apparently normal limits. 

Allowance had to be made for the fact, agreed upon by 
other writers, that persons with heart disease have on 
the average lower vital capacity and longer circulation 
times than those with no ascertained disease of the heart 
within the same age group. As one might expect, the 
weight was just as sensitive an indicator of the possible 
approach of congestive failure as the other more com- 
plicated measurements. It is comforting to read that these 
authors conclude from their observations that a careful 
consideration of the symptoms and signs presented by a 
patient with heart disease is of more assistance in the 
making of an accurate estimate of his cardiac reserve 
than more elaborate methods. It may be pointed out, too, 
though this is not mentioned by Ladue and Carter, that 
the peculiar advantage of using such simple methods of 
observation for estimating what the heart can do is that 
the patient himself, if intelligent and sensible, can the 
more easily keep within the limit of safety and comfort. 
Once failure has taken place, not only must higher dosage 
of digitalis be used, but a second evaluation of the 
Maintenance dose must be made. This of course is a 
long-established maxim. The final conclusions of Ladue 
and Carter are that of their 104 patients 45 were admitted 
to hospital during a period when digitalis was not being 
taken by them, but of the same 104 patients only 20 had 
recurrences of congestive failure while they were taking 
digitalis. It was found that the transverse diameter of 
the heart was not appreciably affected by the taking of 
digitalis by fully compensated patients over a period of 
from two to twenty-four months. The authors rightly do 
not consider that their figures have any accurate statistical 
significance, but it seems reasonable to agree with them 
that they have produced useful evidence of the value of 
interval administration of digitalis in reducing the 
chances of recurrence of congestive failure. This drug 
once was used unintelligently only too often, and suffered 
‘a partial eclipse for a time, during which it was thought 
to be the specific for failure with auricular fibrillation 
one little else, but now a more balanted view is generally 

eld. 





CANCER DIAGNOSIS BY MEANS OF SMEARS. 


THe diagnosis of cancer from the examination of 
exfoliated cells, a method especially associated with the 
name of George N. Papanicolaou, of the Cornell University 
Medical School, has been developed very slowly and in the 
face of a good deal of scepticism, as Papanicolaou has 
himself described.1. However, the value of the method is 
how generally recognized. Its limitations, possible fallacies 
and associated technical difficulties are appreciated, but, 
especially in the diagnosis of cancer of the uterus, it has 
enthusiastic advocates in responsible quarters. J. V. Meigs, 
in a report on the use of the vaginal smear in the diagnosis 
of cancer of the uterus,? has stated that diagnosis of 
cahcer of the cervix and of cancer of the endometrium can 
be thade with a high percentage of accuracy by the vaginal 
smear method, and considers the method “of tremendous 
value” in routine examinations. He makes it clear, of 
course, that a negative result is not conclusive, as a 


ieee” Journal of the American Medical Association, June 1, 
11, he Journal of the American Medical Association, January 
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tumour may not shed tumour cells, and that a positive 
result is an indication for taking biopsy specimens and 
not for immediate radical treatment. He further empha- 
sizes that the method requires the painstaking work of a 
skilled cytologist but is for the clinician an essentially 
simple procedure. For this reason he advocates the use 
of the vaginal smear, while fully admitting the value of 
smears taken directly from the cervix or, by means of a 
cannula, from the endocervix and endometrial cavity. 

E. R. Pund, H. E. Nieburgs, J. B. Nettles and J. D. 
Caldwell in a recent paper? have advocated the routine 
taking of endocervical as well as of vaginal smears, and 
report seven cases in which pre-invasive carcinoma of the 
cervix uteri was detected by examination of routine endo- 
cervical smears. To prepare the smear an ordinary 
cotton-wool applicator is inserted into the cervical canal, 
twirled a few times in one direction and then rolled on 
a slide; if the cervix is everted the applicator is also 
rubbed against the area of eversion. In each of the seven 
cases reported the diagnosis was confirmed by biopsy or 
endocervical curettage, and Pund and his colleagues 
emphasize that this confirmation is essential in all cases, 
care being taken to obtain the biopsy specimen from the 
proper site—the endocervical junction at the external os. 
By these means a series of pre-invasive carcinomata were 
detected and effective treatment was initiated. Further 
investigations are being made by these workers to deter- 
mine whether all cancers of the cervix can be diagnosed in 
their incipiency and their results will no doubt appear in 
due course. Meantime they have provided good evidence 
that the examination of endocervical smears followed, 
where indicated, by biopsy and endocervical curettage 
(they emphasize the value of the latter) is worth while in 
the detection of unsuspected and curable cancer. Their 
recommendation that the making of vaginal and endo- 
cervical smears should be a roufine procedure in physical 
examinations, especially those of parous women, seems 
sound. 





THE REMOVAL OF SKIN STAINS. 


Most patients dislike skin medicaments which stain 
their skins, but they will often put up with this dis- 
advantage if the therapeutic result is satisfactory; the 
strongest objection comes, however, against preparations 
which leave a stain on the,skin or its appendages after 
active treatment has ceased. This objection may preclude 
the prescription of valuable remedies, so that it is 
welcome to see a suggestion made to deal with it. Theodore 
Cornbleet? points out that there are very few substances 
which. penetrate beyond the keratin layer of the skin and 
most go no deeper than the outer two or three cell layers 
of the keratin. Alkaline sulphides which are used as 
depilatories act by softening and dissolving keratin, more 
time being needed to dissolve the hairs than the inter- 
vening skin. It is possible to remove the outer two or 
three layers of keratin alone in about half the time 
required for a depilatory action and with a consequent 
reduction in the possibility of irritant effect. Cornbleet 
found that two commercial depilatories tested took about 
five minutes to remove cutaneous stains and a little longer 
to clear the nails; the nails were, of course, able to stand 
up to severer treatment. For the removal of stains from 
the hair, he recommends a dilute solution of a sulphide, 
such as calcium sulphide, which is applied for extremely 
short intervals, removed by rinsing, and reapplied as 
necessary; this procedure, he admits, demands great care 
and some experience. 

Cornbleet also has used sulphides for the removal of 
scales, crusts and the like in inactive skin lesions, and 
also for pigmentation remaining after fungous infection. 
The procedures would probably be slighly less straight- 
forward. However, if the method is efficient for the 
removal of the stains of medicaments, it will be most 
welcome and, if used with care, should do no harm. 





1 Archives of Pathology, December, 1947. 
2 The Journat of the American. Medical Association, November 


1, 1947. 





540 THE MEDICAL JOURNAL OF AUSTRALIA. 


Apri 24, 1948. 





Abstracts from Wedical 
Literature, 


BACTERIOLOGY AND 
IMMUNOLOGY. 


Electron Microscope Studies of 
Virus Bodies. 


F. W. Boswe.u (The British Journal 
of Experimental Pathology, August, 
1947) made electron microscope studies 
of virus elementary bodies, taking 
special precautions to minimize the 
effects of distortion. Some preparations 
were examined direct, some by the 
technique known as shadow casting, 
and controls were stained by Paschen’s 
method and examined by the light 
microscope. The virus of Molluscum 
contagiosum was found to be brick- 
shaped, slightly flattened on top, and 
about 300 by 220 millimicrons in size, 
with fine irregularities on the surface, 
as shown by shadow cast pictures. The 
virus of fowl pox rroved to be closely 
allied in shape and size, though the 
variation was slightly greater. Material 
from mice infected: with ectromelia 
virus showed particles roughly in this 
size group, and they appeared to have 
a characteristic aggregation into a 
homogeneous matrix. It could not be 
determined in any of the preparations 
whether the flattening on one side was 
due to a surface drying effect, and no 
evidence was found to suggest that 
the particle possessed a cell wall. 


Staphylococci Resistant to Penicillin. 


Mary BarBer (The Journal of 
Pathology and Bacteriology, July, 1947) 
studied a series of coagulase-positive 
staphylococci resistant to penicillin. 
Her technique for primary selection 
was the ditch plate containing ten 
units of penicillin per millilitre of the 
penicillin agar. Of 200 cultures of 
Staphylococcus aureus 25 proved to be 
penicillin-resistant by this test. In 
six instances both sensitive and resis- 
tant strains were present in the same 
patient, and these were tested by the 
method of phage typing, and found to 
be different. Tests of the residual 
amounts of penicillin present in cultures 
suggested that, while most resistant 
strains could inactivate penicillin, some 
had a basic ability to grow in its 
presence. No difference in cultural or 
biochemical characters could separate 
resistant from sensitive strains, and 
there was no difference in their. patho- 
genicity towards rabbits. The author 
suggests that the presence of resistant 
strains in infected tissues may be 
masked, and only after penicillin- 
sensitive strains have disappeared under 
the influence of the drug are the 
resistant strains apparent. 


Studies on Streptococcal 
Fibrinolysis. 


THE Commission on Acute Respira- 
tory Diseases, Fort Bragg (The Journal 
_ of Experimental Medicine, May, 1947) 
report the continuation of their work 
on the in-vitro production of fibrino- 
lysin by various groups and types of 
B hemolytic streptococci and their 
relationship to antifibrinolysin produc- 
tion. The organisms were collected 
from well and sick soldiers in a 
military camp. All media, the source 





of fibrinogen and thrombin, and the 
technique were carefully standardized. 
Duplicate tests were performed on each 
of 213 strains of cocci, and the results 
were reproducible in 82% of the tests; 
only 6% showed considerable variation 
in titre. A study of a type 5 organism 
from an outbreak of food poisoning 
showed a uniform ability to produce 
fibrinolysin, and this was noted in 
relation to other types also. The 
Lancefield groupings of a large number 
of strains together with the titre of 
fibrinolysin found in supernatants from 
their broth cultures are recorded; 93% 
of group A, 84% of group C, 73% of 
group G, 21% of group F and 8% of 


group B produced lysis in a dilution - 


of 1:5 or greater. In: group A the 
median titre was 117, in group C 61, and 
in the other groups considerably lower. 
Of the group A strains, types 3, 19, 1, 
6 and 12 were very frequent, and the 
titres of fibrinolysin did not appear 
to vary whether the organism was 
isolated from patients or from carriers, 
or from persons receiving sulphon- 
amide therapy. The serological type 
of streptococcus and its ability to 
produce high titre fibrinolysin was 
related to the antifibrinolysin to be 
found in the patient’s serum. 


Viridans Variants of Hzemolytic 
Streptococci. 


Auick Isaacs (The Journal of 
Pathology and Bacteriology, July, 1947) 
studied the production of viridans of 
hemolytic streptococci. This was first 
noticed during work on the viability of 


streptococci grown under raised oxygen. 


tension. Fifteen strains, including 
recent isolations from septic lesions 
and examples of the Lancefield group 
cultures from the national collection, 
were studied over a period of six 
months. The method used involved 
daily oxygenation of a shallow layer 
of broth culture, and daily plating on 
horse blood agar. In nine strains 
diminution of 8 lysis on the plate was 
observed and colonies were picked into 
broth and further oxygenated. After 
repetition of this process a variable 
number of times, only viridans colonies 
were produced. Their surface was 
always smooth and glossy, larger than 
the original lytic strain, and _ the 
organisms had no capsule. Antisera 
were prepared against three - parent 
strains and three corresponding viridans 
variants, and no cross precipitation was 
observed, the variants reacting only 
with the homologous serum. In two 
variants reversion to the parent strain 
was observed. 


Protein Depletion and Response to 
Pneumococcal Infection. 


R. W. WIssterR (The Journal of 
Infectious Diseases, May-June, 1947) 
records experiments with rabbits in 
the beginning of a study of the effects 
of protein depletion and subsequent 
immunization upon the response of 
animals to pneumococcal infections. 
Groups of animals were subjected to 
weight, serum protein and hemoglobin 
estimations and then half of each 
group were fed a low protein diet (one 
to two grammes daily) for a prolonged 
period. Then all animals were 
immunized by a series of intravenous 
injections of pneumococcus vaccine, in 
some experiments heat killed, in others 
formolized. Further analyses were 
carried out of serum proteins, weight 
and hemoglobin, and six days after 





the final injection, intradermal inocula- 
tion of living type I pneumococci was 
performed. The animals were observed 
and the lesions studied, blood cultures 
being made and leucocyte counts and 
autopsies being performed. The test 
animals had a much lower survival 
rate than the well-fed controls, and 
the agglutinin titre of their serum was 
considerably lower than that of the 
controls; the animals with poor 
agglutinin response were the ones which 
died, and these also showed a lowered 
granulocyte response. The decline in 
amount of serum protein appeared to 
be chiefly in albumin, but the method 
used showed a lesser rise in the amount 
of globulin after immunization in the 
protein depleted animals. The local 
lesions in these animals were much 
more cdematous with a far greater 
growth of organisms and less phago- 
cytosis than in the controls. The ex- 
periments were then repeated on albino 
rats, animals which have a natural 
resistance to the pneumococcus. Pro- 
tein depletion could modify this resis- 
tance appreciably, but the response to 
immunization counteracted the effect of 
protein depletion. Mouse protection tests 
with serum from immunized rats showed 
good correlation between agglutinin 
level and protective power. The well- 
fed resistant rat appeared to owe its 
immunity to pe effective phagocytic 
power of its leucocytes as compared 
with the protein depleted animals, who 
had suffered changes in bone marrow, 
liver, spleen and subcutaneous fat 
deposits. 


Production of Staphylococcal 
Enterotoxin. 


MICHAEL J. SuRGALLA (The Journal 
of Infectious Diseases, September- 
October, 1947) made a study of the 
production of staphylococcal entero- 
toxin in chemically defined media. He 
used six strains of organisms isolated 
from outbreaks of food poisoning 
whose ability to produce either a or B 
toxin, or both, was known. The media 
were made of glucose, vitamins, salts 
and combinations of amino _ acids 
numbering from two to sixteen. Assay 
of enterotoxin was carried out by 
placing dilutions of supernatant fluid 
from cultures in monkey stomachs by 
— intubation, or by intravenous 
noculation into cats of supernatants 
heated in boiling water for thirty 
minutes. In each instance vomiting 
within a stated period was taken as 
evidence of the production of entero- 
toxin. It appeared that requirements 
for growth and requirements for toxin 
production were parallel, and the most 
simple medium used contained arginine 
and cystine, though growth appeared 
to be reduced, probably on account of 
limited nitrogen content of the medium. 
Glucose was an essential part of the 
medium, and in one instance growth 
was obtained and also toxin production 
pay the concentration was as high as 
20%. 


Hzemophilus Pertussis. 


M. K. Potnock (The British Journal 
of Experimental Pathology, August, 
1947) investigated the ability of Hem 
philus pertussis to grow on media 
without blood, in order to fill the need 
for an artificial medium in which l!arg® 
yields of the organism could be obtained 
for the production of vaccines. Cultures 
in tryptic digest broth were enriched 
with varying fractions of blood, and it 
was found that serum, dialized plasma 
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or serum albumin could replace whole 
blood, but globulin was not effective. 
Charcoal was tried, and it was found 
that 0°2% of charcoal could replace 
10% of blood or 0°04% of albumin; the 
charcoal had to remain in the medium, 
it could not be filtered off. If solid 
media were prepared with albumin or 
charcoal, and a_e small circle of 
“Cellophane” was placed beneath the 
inoculum, growth was as good as on 
the “Cellophane”-free controls. Experi- 
ments were performed to see whether 
the fatty acids had an inhibitory effect 
on the growth of Hemophilus pertus- 
sis, and the unsaturated fatty acids 
proved able to prevent growth of 
Hemophilus pertussis. Methanol ex- 
traction of the charcoal from six-day 
cultures of Haemophilus pertussis in 
liquid charcoal medium yielded a sub- 
stance which also would inhibit growth, 
suggesting that the substance removed 
from growing cultures by charcoal was 
probably an unsaturated fatty acid. 
The author concluded that the growth- 
promoting effects of blood, charcoal and 
albumin in cultures of Haemophilus 
pertussis were due to their ability to 
combine with toxic substances develop- 
ing in the medium, probably of the 
nature of unsaturated fatty acids. 


-HYGIENE. 


An Evaluation of the Use of 
“B.C.G.”. 


MiLTon I. LEVINE (American Journal 
of Public Health and The Nation’s 
Health, September, 1947) states that 
“B.C.G.” vaccine has been more widely 
used and publicized than any other 
vaccine in the many attempts at 
inoculation against tuberculosis. It is 
a living attenuated strain of an 
originally virulent bovine’ tubercle 
bacillus. There is undeniable proof 
that “B.C.G.” vaccine, as well as heat- 
killed tubercle bacilli, will produce 
definite protection against tuberculosis 
in experimental animals. On the basis 
of over 5,000,000 inoculations of human 
beings with “B.C.G.” vaccine, it can be 
definitely stated that the vaccine is 
entirely safe. Numerous favourable 
reports have been published on the 
efficacy of “B.C.G.” vaccine in the pre- 
vention of tuberculosis. The notable 
unfavourable reports are from New 
York City and Uruguay. With very 
few exceptions these studies have been 
inadequately controlled. In spite of 
the fact that results to, date are 
Scientifically inconclusive, the con- 
sistency of favourable reports would 
seem to indicate that the vaccine has 
a@ certain degree of efficacy. The 
essential factors in the study of 
“B.C.G.” immunization are as follows. 
(i) The vaccine must be of standard 
Strength. (ii) There must be controls. 
(iii) Controls and vaccinated subjects 
should: (a) be selected by alternation 
to eliminate possibility. of bias; (b) 
have identical “follow-ups”; (c) come 
from the same locality; (d) come from 
a Similar age group; (e) come from a 
Similar racial group. (iv) Contact with 
Subjects must be maintained. (v) Ex- 
posure conditions of subjects must be 
known throughout the study period. 
(vi) A reliable diagnosis at death is 
necessary. The continuance of “B.C.G.” 
research is most essential to determine 
the degree of its effectiveness. Further 
knowledge is also needed concerning 


‘ 
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the duration of immunity, the neces- 
sity for reinoculation, the significance 
of the tuberculin reaction following 
“B.C.G.”’ vaccination, the efficacy of the 
vaccine in different racial groups, and 
the potency and efficacy of the vaccine 
when prepared with different culture 
media. Renewed and additional re- 
search is still necessary before the 
vaccine can be considered completely 
efficacious and be fully accepted as a 
general public health measure. 


Industrial Exposures to Cadmium. 


FRANK PRINCE (The Journal of 
Industrial Hygiene and Tozicology, 


September, 1947) has investigated the. 


effect of chronic exposure to cadmium 
in a cadmium smelter. Cadmium has 
become more widely used in alloys, 
solders, photography, dyeing, plating, 
water-proofing and as a _ neutron 
absorber. Twenty workers who were 
exposed to various atmosplieric con- 
centrations of cadmium dusts and 
fumes were studied in an attempt to 
determine the effects of industrial 
exposures. Some of the average 
atmospheric concentrations were found 
to be as high as 31°3 milligrammes of 
cadmium per cubic metre of air. The 
most characteristic finding was a yel- 
low ring on the teeth of those men 
who had had long exposure. This 
ring was probably part of the tooth 
structure itself and was not related 
to the hygienic condition of the teeth 
or of the gums. 
considered the earliest sign of cadmium 
absorption, although much greater ex- 
posure to cadmium can occur without 
apparent damage to the individual. 
None of the other reported systemic 
symptoms of cadmium intoxication 
could be definitely identified, but all 
the men showed evidence of cadmium 
absorption. In fact, continuously 
exposed individuals with cadmium con- 
centrations of below 0:040 milligramme 
per 100 grammes of blood and below 
0-100 milligramme per litre’ of 
urine showed n6G apparent clinical 
abnormalities. Most of the deleterious 
effects of cadmium which have been 
reported in the literature have been 
the result of relatively brief exposures 
to high concentrations of the sub- 
stance. Thus it is probable that with 
chronic exposures there ,is a_ rapid 
elimination of cadmium from the body 
and there is no cumulative effect. These 
data suggest that cadmium may not be 
as great an industrial hazard as has 
previously been reported. 


J. C. Paterson (Fhe Journal of 
Industrial Hygiene and _ Tozicology, 


‘September, 1947) has studied material 


obtained during a series of laboratory 
experiments on animals exposed to 
cadmium chloride and cadmium oxide 
fumes. Material was also obtained from 
two human subjects who died after 
accidental exposure to cadmium oxide 
fumes. The author states that the 
pathological findings in laboratory 
animals which have been exposed to 
inhalation doses of cadmium oxide or 
cadmium chloride are confined to the 
lungs.- The findings vary with the 
period of survival, three clearly 
demarcated stages being observed: (i) 
acute pulmonary cdema, ‘developing 
within twenty-four hours of exposure, 
and reaching its peak within three 
days; (ii) proliferative interstitial 
pneumonitis, lasting from the third to 
the tenth day after exposure; (iii) 
permanent lung damage in the form 
of perivascular and __ peribronchial 


It may well be - 








fibrosis. The pathological findings in 
two men, who died five days and eight 
days respectively after accidental ex- 
posure to cadmium oxide fumes, have 
been found to be identical with those 
in laboratory animals for the same 
period of survival. Approximately 25% 
of animals which survive exposure to 
cadmium fumes, in doses large enough 
to produce’ symptoms, show a sig- 
nificant degree of residual pulmonary 
fibrosis. It is suggested that the same 
incidence of pulmonary fibrosis may be 
expected in men who survive large 
doses of cadmium oxide. .The question 
is discussed of disability arising from 
fibrosis which has followed exposure 
to cadmium, and it is considered that 
the scars may result in loss of pul- 
monary efficiency because of their 
immobilizing effect on the blood vessels 
and air passages. Determination has 
been made of the upper limit of dosage 
of cadmium fumes to which rats may 
be exposed repeatedly without develdp- 
ment of pulmonary fibrosis. By extra- 
polation to man, it is considered that 
the recommended allowable concentra- 
tion of cadmium oxide of 0-1 milli- 
gramme per cubic metre of factory 
air (representing a cumulative dose of 
50 minute milligrammes per _ cubic 
metre for an eight-hour day) gives 
adequate margin of safety for industrial 
workers. Under the conditions of the 
experiments, repeated small inhalation 
doses of cadmium fumes were found 
to be non-carcinogenic in the rat. Until 
human data are available, it may_ be 
assumed that cancer of the lung is not 
an occupational hazard in the cadmium 
industry. 


Food Values of Dairy Products. 


A COMMITTEE IN MILK AND Dairy 
Propucts (American Journal of Public 
Health and The Nation’s Health, Sep- 
tember, 1947) has surveyed recent 
research studies to determine the effect 
of many facts operating between pro- 
duction and consumption which may 
influence the ultimate nutritive values 
of dairy products. Milk, butter, cheese 
and ice cream are considered from the 
standpoint of factors which may affect 
their riboflavine, thiamin and vitamin 
A values. The factors considered are 
the ration of the cow, the effect of 
light, heat, pasteurization, boiling, 
evaporation, drying and storage of milk, 
and the effect of processing and storage 
of cheese and ice cream. From the 
survey it is evident that it is impossible 
to generalize on the all-round stability 
of the nutrients contained in dairy 
products as they are subjected to the 
varied conditions which prevail in the 
handling of the products from produc- 
tion to consumption. However, it is 
possible to indicate in broad terms the 
relative stability of specific nutrients. 
It may be stated, for ex&mple, that 
riboflavine is. remarkably stable except 
when acted on by light; this photo- 
chemical reaction is accelerated by heat. 
Thiamine is somewhat less stable to 
heat than _ riboflavine, but is not 
influenced by the light-heat combina- 
tion. Neither the riboflavine nor the 
thiamine content of milk ‘is strongly 
affected by the feed of the cow. Ribo- 
flavine and thiamine can be synthesized 
in the rumen of the cow. The vitamin 
A value of dairy products, on the other 
hand, depends to a great extent on the 
carotene contegt of the cow’s ration; 
in general, however, it remains stable 
during ordinary processing and handling 
of the products. 
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British Wedical Association Mews. 


SCIENTIFIC. 


A MEETING of the New South Wales Branch of the British 
Medical Association was held at Saint Vincent’s Hospital, 
Darlinghurst, on October 23, 1947. The meeting took the 
form of a series of clinical demonstrations and lecturettes 
by members of the honorary medical staff of the hospital. 


Infectious Polyneuritis (Guillain-Barré Syndrome). 


Dr. J. SHERWOOD presented a female patient, aged fifty- 
seven years, who two months previously had noticed stiff- 
ness of the neck and deadness of the right arm and 
shoulder, present in the morning and lessening as the day 
One month previously she had developed tingling 
of the fingers continuously day and night without relief. 
Movements of the head, coughing and the touching of her 
face produced a tingling sensation which would shoot up 
the back of the head. She also noticed weakness of her 
face at about the same time. Two weeks before the meeting 
tingling had started in the toes, the balls of both feet became 
numb, and she became unsteady on her feet, staggering 
about in all directions without nausea or giddiness. She 
felt as though she did not know where her legs were. Her 
tongue felt numb and that had interfered with her speech. 
She had no desire for food, and had become unable to 
discriminate various tastes. There was no history of pos- 
sible contact with arsenic, lead or alcohol. On examination, 
she was a healthy looking woman, of good colour and well 
preserved. Slight bilateral facial weakness was evident 
with diminished acuity of the sensation of taste. The cranial 
nerves otherwise appeared normal. The upper limb reflexes 
were active. Both knee jerks and ankle jerks were absent; 
the plantar reflexes were flexor” There was marked weak- 
ness of the extensor muscles of both wrists and of the 
dorsiflexor muscles of both ankles. There was. also tender- 
ness of the calf muscles of both legs and both Achilles 
tendons were very tender. Sensations of pain, temperature 
and vibration were much disturbed in both feet and in the 
distal portions of both legs. The gait was unsteady and the 
tendency was to walk with a wide base. The heart and lungs 
appeared normal. The blood pressure was 160 millimetres 
of mercury (systolic) and 110 millimetres (diastolic). No 
abnormality was found on examination of the abdomen and 
of the urine. Examination of the nails and hair failed to 
detect any arsenic. No diphtheria organisms were found on 
examination of a throat swab. The results of Wassermann 
and Kline tests of the blood were negative. The total number 
of red blood cells was 5,380,000 per cubic millimetre; the 
hemoglobin value was 114% (15°7 grammes per centum); 
the colour index was 0°97. Punctate basophilia was absent. 
Lumbar puncture yielded a clear fluid under a pressure of 
140 millimetres of cerebro-spinal fluid; it contained 350 milli- 
grammes of protein, 84 milligrammes of sugar and 725 milli- 
grammes of chloride, per centum; no cells were seen. Ten 
days later the cerebro-spinal fluid was still clear and under 
a pressure of 170 millimetres of fluid; 300 milligrammes of 
protein, 82 milligrammes of sugar and 709 milligrammes of 
chloride, per centum, were present with one leucocyte per 
cubic millimetre. For treatment, thiamine chloride 100 milli- 
grammes was given parenterally each day. Dr. Sherwood 
remarked that the patient’s progress during the previous 
few weeks, because of, or in spite of, treatment with vitamin 
B,, had been very satisfactory. The improvement in motor 
function appeared to have been more pronounced even than 
that in the sensory function. Bed rest and physiotherapy 
had been the only other therapeutic aids. 


Herpes Zoster with Lymphocytic Meningitis. 


Dr. Sherwood’s second patient was a female, aged twenty- 
six years, who had beén quite well until four days prior 
to admission to hospital, when she developed violent frontal 
headache associated with photophobia and oliguria. When 
examined at the time of admission she appeared to be 
suffering from intense headache, with photophobia. Move- 
ments of the eyeballs in all directions were painful. She had 
a good deal of neck rigidity, but no Kernig’s sign. The 
cranial nerves appeared to be unaffected. The superficial 


and deep reflexes were active and there were no signs of. 


motor or sensory disturbance. The heart, lungs and abdomen 
appeared normal. The blood pressure was 120 millimetres 
of mercury (systolic) and 70 millimetres (diastolic). The 
urine had a specific gravity of 1020; no abnormal con- 
stituents were found. On _ clinical grounds subarachnoid 
hemorrhage and meningitis were considered the most likely 
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possibilities. Lumbar puncture yielded clear fluid under a 
pressure of 180 millimetres of fluid; the protein content was 
200 milligrammes per centum; a cell count revealed 370 
leucocytes per cubic millimetre, the majority of which were 
lymphocytes. A provisional diagnosis was made of lympho- 
cytic meningitis of virus origin. Three days after admission 
to hospital the patient developed herpes zoster in the 
distribution of the seventh thoracic nerve. A blood count 
revealed 4,430,000 red bloed cells and 9000 white: blood cells 
per cubic millimetre. The hemoglobin value was 95% (13:1 
grammes per centum). The results of Wassermann and 
Kline tests were negative. Dr. Sherwood remarked that 
progress had been satisfactory. The treatment had been 
symptomatic. 


Thrombosis of Posterior Inferior Cerebellar Artery. 


Dr. Sherwood then presented a male patient, aged sixty- 
four years, who, on the day of admission to hospital, while 
bending down had suddenly developed intense giddiness 
and had fallen on a grass lawn on his right side. He had 
no pain and did not lose consciousness, but felt as though 
the ground was moving and revolving. He had to grip the 
grass on the right side. The sensation lasted for about one 
minute; he was nauseated and saw a mist in front of his 
eyes; he then saw everything double, even with his right 
eye covered. After admission to hospital, while he was in 
bed, every time he looked to the right, the wall, bed and 
entire room seemed to revolve to the right and he had to 
hold on tightly to the left side of the bed to prevent 
himself from rolling off the bed. He noticed some difficulty 
in speaking and forming -his words correctly, but had no 
difficulty in swallowing. The back of his mouth seemed dry. 
His friends observed that the left corner of his mouth was 
drooping a little, although the patient did not notice any 
weakness of the face. On examination the patient was quite 
conscious and comfortable. The heart, lungs and abdomen 
appeared normal. The blood pressure was 140 millimetres 
of mercury (systolic) and 80 millimetres (diastolic). The 
urine had a specific gravity of 1020 with’ no abnormal 
constituents. Gross sensory disturbance of the left side of 
the face was present with paresis’ of the lateral rectus 
muscle of the left eye, left-sided facial paresis, left-sided 
paralysis of the soft palate, inequality of the pupils, the 
left being smaller than the right, and slight ataxy of the 
left arm and leg. There was no evidence of nystagmus, 
ptosis or enophthalmos. Pain and temperature sensations 
were grossly affected over the whole of the right side of 
the body, including the face. Three weeks later there was 
very slight disturbance of. sensations of light touch and 
pain on the left side of the face, slight left facial weakness, 
slight inequality of the pupils, and very slight ataxy of the 
loss of pain and temperature sensations 
of the right side of the body and face was still evident, but 
some improvement had taken place. Dr. Sherwood con- 
sidered that the affection appeared to have been more medul- 
lary than cerebellar in location. 


Erythrocythzmia with Procidentia Uteri. 


Dr. Sherwood’s next patient was a female, aged fifty-nine 
years, who had complained in 1946 of a feeling of tiredness 
associated with hot flushes over a period of a few months 
and also of slight loss of weight and nocturnal frequency of 
micturition. In 1944 she had had hematemesis and X-ray 
examination had revealed a duodenal ulcer. In 1945 splenic 
enlargement was discovered by Dr. McLean, of Forbes, 
New South Wales. On examination the patient was rather 
a thin woman, with ruddy cyanosis of the cheeks, ears, 
visible mucose, fingers and toés. Clinical examination of 
heart and lungs revealed no abnormality. The blood pressure 
was 140 millimetres of mercury (systolic) and 90 millimetres 
(diastolic). The liver edge was palpable about one and 4@ 
half inches below the costal margin, and was firm and not 
tender. The spleen—also firm and not tender—was enlarged 
the edge being about five inches below the costal margin, 
Palpable axillary and 
inguinal glands were noted. The optic fundi were notable 
for their tortuous and engorged vessels. No neurological 
abnormalities were found. The urine was clear. Vaginal 
examination revealed a complete uterine prolapse. X-ray 
examination of the chest révealed increased lung markings 
on both sides; the appearance otherwise was normal. 
X-ray examination of the spleen did not disclose any. 
calcification. “A blood count revealed 8,370,000 red blood cells 
per cubic millimetre. The hemoglobin value was 166% 
(23-06 grammes per centum), the mrean corpuscular hzemo- 
globin value 28yy and the. colour index 0°92. Platelets were 
abundant and the leucocytes numbered 11,600 per cubic 
millimetre. The results of Wassermann and Kline tests 
were negative. The patient received treatment, in thé 
form of X-ray therapy applied to the long bones, for some 
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months, with intermittent venesection. Finally operation 
was decided upon, and venesection every two or three days 
was carried out for three weeks prior to operation. The 
patient’s blood count just prior to operation appeared fairly 
normal, with 5,000,000 red cells and a hematocrit reading 
of 40%. Her ruddy cyanosis had disappeared. Her retinal 
vessels had regained a normal appearance. The splenic 
enlargement had diminished ‘by about one inch. . The liver 
enlargement had remained unchanged. Symptomatic 
improvement was great. Dr. Foy performed a Fothergill 
operation two months prior to the clinical meeting. Recovery 
was uneventful. Dr. Sherwood suggested in view of the 
. possibility of future relapse, that the patient, with her 
numerous blood platelets, appeared to be a suitable subject 
for radio-active phosphorus treatment. 


Myeloid Leuchzemia. (Chronic). 


The next patient presented by Dr. Sherwood was a male, 
aged forty-seven years, who complained that during the 
previous eighteen months he had noticed increasing short- 
ness of breath on exertion with central chest pain accom- 
panying any extra exertion. During the previous twelve 
months he had had weakness, aching and swelling of both 
legs. Epistaxis had occurred two days before the meeting. 
He had had extensive psoriasis for twenty-five years. 
Examination revealed pallor and obvious loss of weight. 
Extensive psoriasis affected the extensor aspects of the 
knees and elbows and also the trunk. The oral mucosa was 
normal. Moderately enlarged lym~h glands were palpable 
in both axille and groins. ,Tend« ‘ness to pressure was 
present over the sternum and tibie. Splenic enlargement, 
extending to one and a half inches below the level of the 
umbilicus, and slight liver enlargement were found. There 
was slight cdema of both ankles. The heart and blood 
pressure appeared normal. There was dulness at the base 
of the right lung with diminished air entry. The muscles 
of the calves of the legs were tender. The right ankle 
jerk was absent. The total number of red blood cells was 
2,440,000 per cubic millimetre, of which 10% were nucleated. 
The hemoglobin value was 53% (7:3 grammes per centum), 
the colour index 1:0, and the white blood cells totalled 
407,000 per cubic millimetre. Of the latter segmented and 
band forms formed 40% of the total myeloid cells. 
Myelocytes and metamyelocytes were present. Primitive 
white cells were scanty. The results of Wassermann and 
Kline tests were negative. X-ray examination of the chest 
revealed no abnormality. Sternal puncture was performed 
and the marrow found to be extremely cellular. The 
diagnosis of myeloid leuchzemia was confirmed. Dr. Sherwood 
said that the presence of hepatomegaly, splenomegaly, 
generalized lymphatic gland enlargement and severe anemia 
with loss of weight made the clinical diagnosis fairly 
simple. The blood film showed a myeloid type of leuchemia 
of which lymph glandular enlargement might be a late 

The anginal pain was probably due to the severe 
anemia present. Psoriasis of twenty-five years’ standing 
was an additional interesting feature. A course of X-ray 
therapy had been advised by the honorary radiotherapist 
for the leuchemia and that was probably still the best 
form of palliative treatment. 


Subacute Combined Degeneration of the Cord. 


Next Dr. Sherwood presented a female patient, aged fifty- 
six years, who had been affected with microcytic hypo- 
chromic anemia in 1934. She was then suffering from 
cholecystitis for which cholecystectomy was performed. The 
total number of red blood corpuscles had been 3,250,000 
per cubic millimetre with numerous microcytes present; 
the colour index was 0°7. <A fractional test meal revealed 
achlorhydria. 

In 1946 she was an in-patient at Saint Vincent’s Hospital 
with proven pernicious anemia. At that time she had 
symptoms suggesting dementia. There were no other pre- 
senting neurological signs at that time. Her blood count 
before commencing treatment revealed 1,400,000 red blood 
cells per cubic millimetre; the hemoglobin value was 41% 
(56 grammes per centum); the hematocrit value was 15%; 
the mean corpuscular volume was 107 cubic uw; the mean 
Corpuscular hemoglobin value was 4077; the colour index 
was 1°3. Anisocytosis was present to a considerable degree; 
the degree of poikilocytosis and polychromasia was moderate. 

he blood platelets were reduced in number. A few 
Normoblasts were seen. Macrocytes were numerous, the 
state being consistent with pernicious anemia. The white 

cells numbered 1500 per cubic millimetre, of which 17% 
Were neutrophile cells (1% band forms and 16% segmented), 
18% lymphocytes, 4% monocytes and 1% eosinophile cells. 

In 1947 she appeared to have subacute combined degenera- 
tion of the spinal cord associated with some degree of 





dementia (delusions of persecution et cetera). Apparently, 
in January, 1947, she was involved in an accident, with no 
resultant physical injury. She had since complained of 
feeling very tired and also of deadness of her feet, chiefly 
on the left side. On examination her colour was fairly 
good. The heart and lungs were normal. The blood pressure 
was 160 millimetres of mercury (systolic) and 110 millimetres 
(diastolic). No abnormality was found in the urine. The 
abdomen was normal apart from operation scars. The knee 
jerks appeared sluggish and ankle jerks were absent; the 
left plantar reflex was extensor. The vibration sense of 
both lower limbs was absent. The total number of red 
blood cells was 5,140,000 per cubic millimetre; the hzemo- 
globin value was 112% (15:4 grammes per centum), the 
mean corpuscular hemoglobin value was 30yy and the colour 
index was 1°0. The white cells totalled 7000 per cubic 
millimetre. Numerous platelets were present. The patient 
was given liver extract parenterally whilst in hospital, 
in spite of the nearly normal blood count, and also 
whole liver orally... Dr. Sherwood said that the patient was a 
country resident who was unable to obtain adequate treat- 
ment and who was unable to make the effort, or always 
to be convinced how necessary it was to make the effort, 
to continue treatment. The interest in her condition 
appeared to rest in the possible sequence: microcytic hypo- 
chromic anzemia, followed later by pernicious anemia with 
subsequent neurological changes. 


Polycystic Kidneys. 

Dr. Sherwood’s last patient was a man, aged forty-seven 
years, who had complained of pains in both shoulders on 
movement for three or four months. He stated that other- 
wise he felt very well. Further questioning revealed the 
presence of morning vomiting, cramp in the muscles of the 
calves of both legs, loss of weight, headache, backache 
and nocturnal frequency of micturition. On examination 
he was a pale muscular man. His heart and lungs were 
normal. His blood pressure was 180 millimetres of mercury 
(systolic) and 115 millimetres (diastolic). Very large 
bilateral renal tumours were palpable, larger on the left 
than on the right side; they were nodular and irregular 
and very slightly tender. The specific gravity of the urine 
was 1010; much albumin was.present; microscopic examina- 
tion revealed numerous round renal ceils and epithelial cells, 
a moderate number of leucocytes and a few red blood cells. 
The urea content of the blood was 178 milligrammes per 
centum; one month later the figure had risen to 324 milli- 
grammes per centum. Excretion pyelography disclosed very 
poor renal function on both sides. Retrograde pyelography 
showed both kidneys to be greatly enlarged and polycystic. 


The Surgical Treatment of Hypertension. 

Dr. V. J. KINSELLA presented a series of patients to 
illustrate various aspects of the surgical treatment of hyper- 
tension. 

The first patient, a woman, aged thirty-three years, had 
had to give up the care of her only child on account of her 
hypertension. Treatment had then been given (five years 
previously) by (i) Peet’s supra-diaphragmatic sympa- 
thectomy on the right side, (ii) Addison’s infra-diaphragmatic 
sympathectomy, with division of an aberrant renal vessel 
causing slight hydronephrosis, on the left side, and (iii) 
tonsillectomy. The patient had been well for the sub- 
sequent five years, and had resumed the care of her child, 
gone through domestic trouble and taken over and expanded 
a business; her blood pressure had remained normal. 

The second patient, a woman, aged forty-five years, 
referred by Dr. Markell, had had a blood pressure of 200 
millimetres of mercury (systolic) and 120 millimetres 
(diastolic). She was treated by bilateral sympathectomy 
(the method of Smithwick) and remained much improved, 
with considerable lowering of blood pressure (170 millimetres 
of mercury (systolic) and 100 millimetres (diastolic)) after 
two years. 

The third patient, a man, aged nineteen years, referred by 
Dr. Markell and Dr. Jeremy, had had features suggesting 
pituitary basophilism (adiposity, some hypertrichosis, red 
cutaneous strize, acne and hypertension). His blood pressure 
was 225 millimetres of mercury (systolic) and 145 millimetres 
(diastolic). He had had hemiplegia at the age of fifteen 
years; there was no residual paralysis. The patient began 
work, but had to give up. He was treated, over twelve 
months before the meeting, by bilateral sympathectomy 
(Smithwick) and tonsillectomy; he had since resumed work 
and remained quite well, with a consistently normal blood 
pressure. 

The last patient, a man, aged forty-five years, also referred 
by Dr. Markell, had been obliged to give up work in the 
police force. He was treated over twelve months before 
the meeting by bilateral sympathectomy (Smithwick) and 
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tonsillectomy. Since then he had remained symptom-free 
and had resumed light duties, but his blood pressure 
remained unaltered. 

The reasons for performing tonsillectomy on the patients 
were discussed. These were published as a separate paper 
in the issue of April 3, 1948. 


Carcinoma of the Stomach. 


Dr. Kinsella then presented two patients who had been 
treated surgically for carcinoma of the stomach. 

The first, a man, aged sixty-two’ years, had undergone 
gastrectomy two years previously, after having given up 
work because of weakness, cachexia and anemia; his hemo- 
globin value had been 50%. At the time of the meeting he 
was in good health and able to do gardening work. 

The second patient, a man, aged sixty-two years, had had 
an extensive gastric carcinoma, involving also the trans- 
verse colon and mesocolon; resection of the stomach and of 
the transverse and half of the ascending colon had been 
carried out. At the time of the meeting (mine months after 
operation) he was in good health. ; 





NOTICE. 





Tue General Secretary of the Federal Council of the 
British Medical Association in Australia has announced that 
the following medical practitioner has been released from 
full-time duty with His Majesty’s Forces and has com- 
menced civil practice as from the date mentioned: 


Dr. F. D’Arcy Williams, 66, Thomson Street, Coota- 
mundra (June, 1947). ; 


jOost-Oraduate Tork. 





THE POST-GRADUATE COMMITTEE IN MEDICINE 
IN THE UNIVERSITY OF SYDNEY. 





Course in Nutrition. 


Tue Post-Graduate Committee in Medicine in the 
University of Sydney announces that a course in nutrition 
will be held at the School of Public Health and Tropical 
Medicine, University Grounds, from May 6 to May 28, 1948. 
+ Lecturers participating in this course are Dr. F. W. Clements, 
Director of the Australian Institute of Anatomy, and 
Lecturer in Nutrition, School of Public Health and Tropical 
Medicine, and Mr. F. R. Barrett, M.Sc., and the programme 
is as follows: : 
Thursday, May 6: 2 p.m., introductory lecture, Dr. Clements. 
Friday, May 7: 11.30 a.m., “The Nutrients: Functions in 


Body”, Mr. Barrett; 2 p.m., “The Nutrients: Effects of. 


Storage, Cooking et cetera”, Mr. Barrett. 

Thursday, May 13: 2 pm. “Dietary ‘Standards’”, Dr. 
Clements; 3 p.m., “Use and Abuse of ‘Standard’ Diet”, 
Dr. Clements. “oe 

Friday, May 14: 11.30 a.m., “Dietary Survey Methods”, Dr. 
Clements; 2 p.m., “Nutrition Survey Methods’, Dr. 
Clements. 

Thursday, May 20: 2 p.m., “Typical Food Patterns (Aus- 
tralian)”, Dr. Clements; 3 p.m., discussion—‘‘Problems 
of White Communities”. 

Friday, May 21: 11.30 a.m., “Typical Native Food Patterns”, 
Dr. Clements; 2 p.m., discussion—‘Problems of Native 
Peoples”. 

Thursday, May 27: 2 p.m., “Nutrition of Special Groups 
(Infants ‘and Children): I’, Dr. Clements. 

Friday, May 28: 11.30 a.m., “Nutrition of Special Groups 
(Infants and Children): II”, Dr. Clements; 2 p.m., 
“Nutrition Education”, Dr. Clements. 

There will be no limit -on the number of enrolments 
and those interested are welcome to attend. No fee will 
be charged. 


Seminar in Medical Statistics. 


Dr. H. O. Lancaster will conduct the monthly seminar in 
medical statistics on Wednesday, May 12, 1948, at 5.45 p.m., 
at the School of Public Health and Tropical Medicine, 
University Grounds. The subject will be “Diabetic Mortality 
in New South Wales”, being data and information collected 
from the official statistics and ration cards. Dr. J. Kempson 
Maddox and Dr. John Cobley will take part in the discussion. 








Correspondence, 





MORTALITY FROM ACUTE APPENDICITIS. 





Sir: In your recent “Current Comment” on “Mortality 
from Acute Appendicitis” you “suggest that an examination 
of Australian results would be of interest, and that the 
only recent results were Starr’s, with a mortality of 0°7% 
in 1418 cases, including all types, acute and chronic, and 
published eight years ago. ie 


My own personal results, in acute appendicitis only, were - 


published in 1946 in THE MeEpIcCAL JOURNAL OF AUSTRALIA, 
Hospital distribution was not detailed. But these details 
were given in The Medical Press (London), May 1, 1946, 
and were as follows. 



























TABLE I 
Deaths 
Ruptured from 
Acute Ap- } Appendix | Abscess Deaths Causes 
Hospital. pendicitis. | with Un- or from Ap- other 
All Types. | localized Mass. pendicitis. | than Ap- 
Peiisonitis. pendicitis, 
Saint Vincent’s 
Hospital oh 235 28 17 _ 1 
Hornsby Hospital 65 7 1 — _ 
Private Hospitals| 34 | 6 — —_ 1 
Total 














Since that time the cases have reached nearly 400 and 
the mortality is still nil. 
Yours, etc., 
235, Macquarie Street, V. J. KINSELLA. 
Sydney, 
March 24, 1948. 





PNEUMONOKONIOSIS IN NEW SOUTH WALES 
COAL MINERS. 





Sir: I have read Dr. Nisbet’s article in the journal of 
March 27, 1948, with much interest and feel that he has 
indeed thrown out a challenge in his apologia on behalf 
of the “old” Special Pneumonokoniosis Board of New South 
Wales. I must state at the outset that I have the very 
greatest respect for Dr. Nisbet’s prowess, acumen and skill 
as a radiologist; but if the above article is to: be taken as 
a basis I feel that as an expert in forensic medicine he is 4 
good radiologist. Eight pages of abject subjectivism, while 
difficult to read, must inevitably be even more difficult to 
criticize in detail without ignoring the current paper shortage. 

In principle it appears that Dr. Nisbet has set out to defend 
the findings and modus operandi of the “old” Pneumono- 
koniosis Board, particularly in so far as the radiologist 
member is concerned, because a disagreement with its 
decisions has been expressed by those naughty South Coast 
miners, who, in spite of a “terrific fear” and “a neurosis and 
hysterical outlook”, have “lost interest in keen criti 
discussion” of their health problems. (A very unusual 
phenomenon in the average “neurotic hysterical” patient.) 
Surely the “scientific outlook” of the “old” Pneumonokoniosis 
Board could be better expressed by an objective approach 
to this difficult question of pneumonokoniosis. 

Having read and re-read Dr. Nisbet’s article, I am still 
at a loss to find any reassurance for an “hysterical” mine! 
in such statements as, 

From records and statistics appended it seems that 
the only dangerous field in New South Wales and 
possibly in Australia is that lying along the hills of 
the South Coast of New South Wales (page 39% 
paragraph 4, column 1), 

when compared with, 

The total number examined in the western field is 
small compared with that from the South Coast and 
the members of the board have rather inclined to thé 
idea that the South Coast is really somewhat mor 















tality 
ation 
t the 

07% 
, and 


were ' 

RALIA, 

etails 
1946, 


~y 
n 
dicitis, 


nal of 
1e has 
behalf 
South 
e very 
d_ skill 
ken as 
ne is & 
_ while 
sult to 
ortage. 
defend 
imono- 
ologist 
ith its 
. Coast 
sis and 
critical 
inusual 
atient.) 
-oniosis 
yproach 


m still 
- minet 


as. that 
es and 
hills of 
ye 395, 


field is 
ust and 
to the 
t more 


Aprit 24, 1948. 


THE MEDICAL JOURNAL OF AUSTRALIA. 545 





dangerous than the other fields (page 395, paragraph 11, 
column 2), 
and again when compared with, 

The miners of the northern and western fields show 
less apprehension on this subject, and they have very 
little need to do so, for the industrial risk in those 
areas is possibly very comparable with that to men 
working in other so-called hazardous industries (page 
395, paragraph 6, column 1). 


And when faced with such a statement as, 


It is said that the silica particle damages the lung 
by chemical and not mechanical action, but theoretically 
the resultant trauma should easily be demonstrated. ... 
In the coal miner the linings have been coated with 
a protective material (page 395, paragraphs 2 and 3, 
column 1), 


it makes me wonder whether Dr. Nisbet is speaking with 
the experiential authority endowed by continuity of observa- 
tion, whether, once having examined a en appearing 
before a board, he has ever seen him again. at amazing 
comfort it would be to a man dying that “interminable” 
pulmonary death of pneumonokoniosis to inform him that 
his “lungs had been coated by a protective material’. If 
this article indicates the radiologist’s conception of the 
clinical aspects of pneumonokoniosis I am tempted to ask 
of the radiologist: “What know ye of England... ?” All 
this destructive criticism, however, contributes nothing 
towards the solution of the problem of pneumonokoniosis. 

Concentrating for the time being upon the problem raised 
by Dr. Nisbet, namely, the constitution of the Special 
Pneumonokoniosis Board of New South Wales, might, how- 
ever, furnish some contribution towards equality and 
uniformity of action in the further approach to the problem 
of pneumonokoniosis. I think at least one paraphrase of 
Dr. Nisbet’s article might reasonably read: “The South 
Coast miners have disagreed with certain findings of the 
‘old’ Pneumonokoniosis Board of New South Wales, and it 
now appears that this disagreement might have arisen 
from the absence of guidance of the ‘old’ Pneumonokoniosis 
Board in the requirements of forensic medicine.” (A very 
eminent Victorian Counsel once said: “It is easy to walk 
with certainty at high noon, but when you enter the 
shadows of the morass of Workers’ Compensation Law it is 
there you are likely to fall by the wayside as many a better 
man has done before you.’’) 

When it is realized that the findings of any medical 
board, whether for the purpose of assisting in determining 
mortality rating, disability evaluation, capacity for some 
particular task or merely diagnosis, must be capable of 
detailed forensic interpretation, is it too much to suggest 
that each member of any such board, “each in his separate 
star, shall draw the thing as he sees it”, whether he be 
radiologist, physician or surgeon? (Surely the function of 
the radiologist, in his shadow world, is essentially to report 
upon structure rather than function.) With the appoint- 
ment of a suitably trained legal member to such a board 
for the purpose of coordinating and correlating according 
to forensic principles the accumulation of objective detail 
presented by the medical members, any suggestion of 
“interference” between the professions would, I believe, 
soon give way to valuable constructive criticism. 

One dominant fact in any matter of human judgement 
mtst be realized: that opinion must not take its colour 
from the man; the man must take his colour from the 
basis of his opinions. 

A very cursory study of the history of disability evaluation 
will reveal “boards” consisting of laymen, legal men and 
medical men either individually or in combination in an 
attempt to give that realistic, practical expression necessary 
in an adequate forensic interpretation of a technical problem. 
With concentration upon the forensic aspects of the findings 
of the “old” Pneumonokoniosis Board, whatever the result, 
whether such concentraiion ultimately proves that every 
miner is incapacitated with pneumonokoniosis or proves 
that no miner has pneumonokoniosis (it was once proved 
ina Welsh mine that many miners who had been certified 
by a board, with a radiologist as a member, as suffering 
from pneumonokoniosis, were in fact suffering from 
aspergillosis), I am sure that the resulting “realistic”? reports 
will at least result in a spontaneous “cure” of this terrific 


hysteria in the south coast miners, who dared in the spirit . 


of the late beloved humane clinician, Professor Arthur Mills, 
to ask: “Why?” 

Perhaps they have already been vindicated to some extent 
by the remarks of E. H. Rubin in his text on “Diseases of 
the Chest”, reviewed in THE MEDICAL JOURNAL OF AUSTRALIA, 
January 31, 1948, when he indicates that the X-ray appear- 





anees in silicosis give no clue as to the disability of the 
worker. It is possible that even further vindication might 
arise from the adoption of a really objective functional 
examination by the “old” Board with a “new” outlook.- 
Yours, etc., 
Thirroul, I. A. D. GRAHAM. 
April 2,:1948. 


Dbituarp, 


ARTHUR MITCHELL WILSON. 


WE are indebted to Dr. W. Ivon Hayes for the following 
appreciation of the late Dr. Arthur Mitchell Wilson. 


The death of Arthur Wilson on December 19, 1947, after 
a painful and hopeless illness, left the community mourning 
the loss of a great obstetrician, a beloved and respected 
leader, and a generous and kindly friend. 

Arthur Mitchell Wilson was born at Albert Park, Victoria, 
in August, 1888. The only son of a widowed mother, he soon 
gained scholastic distinction, by winning first place in the 
government scholarship awards of 1901, and was thus able 
to attend Scotch College from 1902 to 1906. Matriculating 
in 1905 and winning both a government and a resident 
scholarship at Ormond College in the University of Mel- 
bourne, he elected to remain a further year at school to 
take honours in French, Latin and English. To parallel 
these academic successes, he played for Scotch in the foot- 
ball, athletic and cricket teams, but, as he had no great 
natural sporting aptitude, his place as a half-back, a mile 
runner and a bowler was gained mainly by perseverance 
and hard training. These attainments at school well 
exemplify those qualities of resolution, stamina and 
persistence which were characteristic of Arthur Wilson in 
all that he achieved in later. years. 

In 1907 he entered Ormond College, then in the hey-day 
of John MacFarland’s eminent mastership, and began his 
medical course; this was completed with merit, but he missed 
the highest honours because of the unusual brilliance of 
some of his fellow students. He represented his university 
in athletics and football, gaining two “blues”. Graduating 
in 1912, he became a resident medical officer at the Mel- 
bourne Hospital together with Reginald Webster, Charles 
Kellaway, Cedric Roche, Roy Chambers and John Tait, the 
medical superintendent at that time being Victor Hurley, 
and the registrars Athol Tymms and Edward Cordner. A 
trip to China as a ship’s surgeon followed, and, on returning, 
he obtained the position of resident medical officer at the 
Melbourne Women’s Hospital where, under the influence of 
Rothwell Adam, Felix Meyer, M. U. O’Sullivan and, in 
particular, R. H. Fetherston, he began the study of what 
was later to become his life’s work and all-absorbing 
interest. 

After his marriage in 1915 to Miss Rita McLeod, of the 
famous Australian cricketing family, he left on active 
service with the Third Australian General Hospital. At 
Lemnos he contracted paratyphoid fever and was sent to 
convalesce in Englands Réjoining the Australian Imperial 
Force in France, he had a distinguished career, being 
awarded the Distinguished Service Order for meritorious 
work during the Battle of the Somme. For a time he 
served in the Ninth Field Ambulance under Lieutenant- 
Colonel F, A. Maguire, who held him in high esteem for his 
fine example of courage, sound knowledge and steadfast- 
ness. He was then given command of the Seventh Field 
Ambulance with the rank of lieutenant-colonel, and he did 
excellent work with his brigade and division throughout 
1917-1918. He was asked to investigate and report on 
“the factors which determine the arrangements required 
for the transportation of battle casualties”, and he drew 
up a valuable paper, later published as Appendix 10 in the 
“Official History of the Australian Army Services’’, Volume II, 
“The Western Front”. 

Arthur Wilson returned to Australia in 1919 and almost 
straightway went to the populous suburb of Prahran, where 
he joined Roy Wawn in the very busy general practice 
originally established by R. H. Fetherston. In 1920 he was 
appointed honorary obstetric surgeon to the Women’s Hos- 
pital, and from that time his whole interest lay in obstetrics, 
and it was through his inspiration that the obstetric staff 
at the hospital was, for the first time, welded into a highly 
efficient unit. In 1926 the lectureship in obstetrics and 
gynecology in the University of Melbourne fell vacant, ana 
Wilson, because of his enthusiasm, knowledge, experience 
and unquestioned leadership, was invited to fill the position. 


.He began this task by writing a set of excellent lectures, a 
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copy of which he presented to each student, and for the 
next three years he lectured as only Arthur Wilson could. 
He relinquished this appointment on the foundation of the 
chair of obstetrics and the taking over of these duties by 
Professor Marshall Allan. Soon after movements of the 
honorary staff of the hospital necessitated his transfer to 
the gynecological department, and, except for a period in 
1938 when he relieved Professor Allan, Arthur Wilson almost 
ceased to be a teacher and demonstrator of obstetrics. He 
now spent more time in his private and consultant practice 
which grew so extensively that he was forced to obtain first 
one assistant and later a second. 

Arthur Wilson was one of that now rapidly diminishing 
number who thoroughly learnt the art of obstetrics in 
domiciliary practice, before efficient hospitals, safe 
Cesarean section, blood transfusion and chemotherapy con- 
verted the hardest and most exacting branch of medicine 
into the modern, comparatively easy and popular specialty. 
He acquired knowledge, experience, judgement and manual 
dexterity, and often having to rely solely on this equipment 





e 


to overcome almost insuperable difficulties amid wretched 
conditions, he soon became an accomplished obstetrician 
with an acute discernment and a technique so gentle and 
facile that any manipulation he performed was a joy to 
witness. It was this combination of the theoretical and 
practical, both of the highest order, that contributed so much 
to his good results; his loss from Cesarean section of only 
one mother during his ten-year term in the obstetric depart- 
ment of the Women’s Hospital was an example of the 
excellence of his work. His hospital, private and consultant 
practice was immense, and his personal conduct of more 
than 10,000 deliveries made him familiar with all the curious 
and unusual obstetrical abnormalities; it also furnished 
him with a vast fund of helpful information and interesting 
anecdote. This was readily available to all, but especially 
to those who know of Arthur’s love for a cup of tea, a 
cigarette and a chat after a case was finished; it was only 
then did he relax and steal a few minutes’ leisure. One 
heard how he had delivered a difficult breech or. posterior 
position, of his argument with the Fuel Control Board, of 
the night he spent watching a woman with placenta previa 
in the early days of the Willett’s clamp, and when he thought 
section was advisable in the treatment of toxemia. Another 
story concerned the only father he ever lost. When this 
unfortunate individual heard that his first child had been 
born, in undue haste to reach the hospital he fell on his 
garage steps and later died of cerebral injuries. Only a 








man of Arthur’s vast experience could have met with such 
a tragedy. 

_As a teacher Arthur Wilson was deservedly popular, and 
his lectures invariably attracted a large and appreciative 


audience. His university students held him in such high 
esteem that each year they presented him with a valuable 
gift, which on the first occasion so affected and embarrassed 
him, that he could hardly voice his thanks. His ability to 
focus consideration on the important aspects and to explain 
lucidly or to demonstrate was brilliantly enlightening, but 
his real secret as a teacher was his profound knowledge 
and wide experience, and his honesty and sincerity. He 
loved to instruct and to impart knowledge, and he must 
have regretted, as many others have done, that, rightly or 
wrongly, the rules of the Women’s Hospital compelled him 
to leave the obstetric department as long ago as 1931. 

He was in constant demand as a consultant, and although 
his own private practice was huge, he never refused to see 
patients or to perform difficult deliveries for those who 
needed his help. No distance was too great, no time incon- 
venient, and the question of the fee was quite forgotten 
when a colleague was worried or in difficulties. 

Arthur Wilson was of unimposing stature, quiet and 
unassuming, not. punctilious in his dress and appearance, 
and although contented, he viewed life seriously. His 
character and disposition were probably moulded and shaped 
by the struggle which followed the death of his father and 
the financial depression of the nineties, and this, too, would 
explain his ingrained sympathy for the poor and unfortunate, 
and his regard and respect, untinged with envy, for those 
of wealth and position. Arthur never quite recovered from 
the amazement he experienced on learning that the Duke, 
at whose home he convalesced during the war, regularly 
read the serial in The Daily Mail, and many of his stories 
of an “interesting case’ were woven around a mansion or a 
Rolls Royce car. He was most happy when attending the 
not-so-rich, and he was incapable of conducting a wholly 
fashionable practice when more than adequate medical 
service is too often demanded. His fees were low, and 
sometimes his accounts were returned with a request to 
amend them to-conform to the value of his services; 
occasionally he was. imposed upon by the parsimonious who 
knew of his financial modesty. Once he was called by a 
colleague in the small hours of a wintry night. After the 
successful delivery, he learnt that the husband was a 
returned soldier of the first world war, so he decided to 
render a very small account, but the husband refused to 
pay, saying he had asked his doctor to obtain the best man 
in Melbourne, and undoubtedly he must have called the 
poorest, so small a fee did he ask. Arthur was really 
grieved that a man who may have been a comrade in 
France had so misunderstood his gesture of camaraderie. 

Many hoped that in the later years he would modify his 
practice in order to give scope to his peculiar gifts and 
abilities and reserve these for the difficult or puzzling 
problems; others hoped, too, that he would find more leisure 
for contributions to obstetrical literature, for his wealth 
of experience and wisdom would have provided the back- 
ground of a classic textbook. But he could not, or would 
not, refuse any suppliant pregnant woman and consequently 
had no time to put on record so much that would have 
helped others. In regretting this, we must’ remember that 
Arthur Wilson always did what his conscience dictated and 
what he thought to be his duty; even if this entailed count- 
less arduous days and sleepless nights, it did not make him 
veer from his self-appointed task. 

His generosity he extended to his colleagues in his 
sympathy for them in their difficulties. He never criticized 
nor spoke disparagingly of any, and all admired and 
respected him for his qualities while holding a deep affection 
for him as a friend. All who knew him suffered a grievous 
personal hurt when he became ill and an irreparable loss on 
his death. His memorial lies not only in their hearts, but 
also in the hearts of those innumerable happy and healthy 
mothers who in the greatest trial of their lives had placed 
themselves so confidently in his gentle hands. 


Dr. Edward White writes: Dr. Arthur Wilson, was one of 
the greatest obstetricians that Australia has ever produced; 
indeed he could be placed amongst the really famous of the 
world’s specialists. 

Through sheer hard work and outstanding merit he 
developed, quite against his own wish, an enormous ard 
successful obstetrical practice amounting in recent years 
to very few short of one thousand deliveries each year, 
including two hundred and fifty obstetrical consultations 
with his associates, requiring his active help. 

His unselfish devotion to duty would never allow him 
to say “no” to any young woman, rich or poor, who was 
wise enough to seek his professional advice and help. His 
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remarkable energy and physical strength many times carried 
him through night and day, when the only relaxation was 
a few cigarettes and very many cups of tea! 

Into some walks of life some men are born, not made, 
and Arthur’ Wilson was one of them. 

As a young man he was appointed lecturer in obstetrics 
and gynecology in the University of Melbourne, and with 
his control and leadership in the obstetrical department of 
the Women’s Hospital he greatly raised the standard of 
teaching and work in obstetrics. Arthur Wilson’s inspiration 
at those obstetrical staff meetings will never be forgotten, 
and indeed the present brilliant quarterly meetings of the 
Women’s Hospital obstetrical staff with the British Medical 
Association are a lasting memorial to his earlier example 
of leadership. 

His was a quiet and simple nature, yet calmly and con- 
fidently he met any emergency fully and squarely. During 
World War I, as a member of an Australian field ambulance 
in France, he did not lose time to see that his Sam Browne 
belt was not over the correct shoulder, but without hesitation 
he got right to the centre of action where a calm and 
courageous surgeon was wanted and thus many times 
earned the “D.S.O.” that was eventually awarded to him. 

As a Foundation Fellow of the Royal College of 
Obstetricians and Gynecologists, England, he was actively 
interested in the work of that College in Australia. During 
the recent visit here of the ex-president, Sir William Fletcher 
Shaw, Arthur Wilson took an active and leading part in 
furthering the aims and objects of the College that largely 
helped to make that visit and its purpose a brilliant success. 

Just after he had rearranged his professional life by 
inviting two partners to share the enormous burden of his 
work, he became stricken down by a mortal malady. Alas! 
he had warmly hoped to spend his ripe and mature years 
in further valuable service in the teaching of students and 
graduates. The passing on of Arthur Wilson is a national 
loss to the community in general and a sad personal break 
to many of us who so closely worked with him over the 
years and who were always influenced and inspired by his 
simple but brilliant life of service. 

He was indeed a great but very gentle man. 

Dr. N. Lennox Speirs writes: Those of us who knew 
Arthur Wilson are lamenting his death after a long and 
painful illness. We are missing his comfortable charm. 
We are lamenting the loss of a friend and a colleague. 
We deplore the passing of an obstetrician of such note at 
the age of fifty-eight. 

Starting from scratch, so to speak, he won his way by 
the power of his own intellect through both Scotch College 
and the Melbourne University—and was always up with the 
leaders. Shortly after graduating he answered the call to 
duty in the 1914-1918 war and gained command of a field 
ambulance, where he was awarded the “D.S.O.”. 

On returning to Melbourne he was appointed to the staff 
of the Women’s Hospital in 1920 and served there with 
both credit and distinction until his death. 

By sheer merit he forced his way to the top and his 
opinions and help were widely sought and always freely 
given. He was a great teacher, and when a lecturer in 
obstetrics and gynecology was required at the University 
of Melbourne he was the obvious happy choice. 

Probably his most noteworthy achievement was the welding 
of the obstetrical staff at the Women’s Hospital into a 
teaching unit second to none. Many students remember 
with gratitude his teaching ability. His remarks were 
always so much to the point and their brevity made them 
80 easy to recall and put into future use. 

His innate qualities as lecturer and teacher, combined 
with his clinics at the hospital, made his value to the 
coming generations of obstetricians in particular and the 
community at large one of inestimable worth. The fact 
that today one rarely hears of obstetrical calamities can 
largely be placed to Arthur Wilson’s credit. 

A great man has passed on and will be sadly missed by 
his friends and patients. His place in the community will 
be hard to fill. Valete, Arthur Wilson. 


Dr. John S. Green writes: “There is only one Arthur 
Wilson.” The many who called him in consultation and 
ny cotenaaes working in his speciality all gave him pride 
of place. 

When he came back from the 1914-1918 war he reverted to 
his interest in women’s work. He and his lifelong friend, 
the late Roy Chambers, were appointed to the honorary 
obstetric staff at the Women’s Hospital. and as assistants 
to the gynaecologist at the Royal Melbourne Hospital. In 
addition he joined in practice with Dr. Roy Wawn, and the 
Wawn-Wilson combination carried on the tradition and the 
Practice of another famous women’s specialist, the late 
Dr. R. H. Fetherston. 








The Wawn-Wilson team set the pattern of Melbourne 
obstetrics for many years. Both partners were on the 
staff: of the Women’s Hospital, they had the physique to 
stand the hurly-burly of busy practice (both had played 
football for the university), and both had the temperament 
for meeting emergencies and for biding time in wearisome 
cases. 

It is not given to many to have the amazing bulk of 
obstetric experience that Arthur Wilson had in these years 
in general practice—not only was there the background of 
normal midwifery, but in addition Wawn-Wilson (the 
hyphen comes naturally) were in great demand as con- 
sultants. By the time he left general practice to do only 
specialist work his experience was so broad and his judge- 
ment so sound that it was very natural for him to be 
accepted as the leading obstetric consultant in Melbourne. 


This practical side was rounded off by an academic side. 
In 1926 he took over the lectureship in obstetrics from the 
late Dr. R. H. Morrison. This was before the creation of a 
professorial chair, and it is no exaggeration to say that 
although he was a first-class obstetrician he was better 
still as a teacher. He had a very realistic mind with the 
faculty of winnowing the chaff from the grain, and so he 
spoke to his students very directly and practically. He 
could always bring to mind some actual case to illustrate 
a point, and some whimsy of speech would make the case 
very clear and vivid. Not only to students but to graduates 
he was an inspiration, and a meeting at which Arthur Wilson 
was to speak was bound to be a success. 

But he was more than a successful women’s man; he was 
very much a man’s man. As a half-back for the university 
Wilson was a doughty opponent. World War I interrupted 
his graduate studies and he left Ormond College where he 
was a medical tutor to go abroad with the Australian 
Imperial Force. His war record speaks for itself. He was 
on Gallipoli, was mentioned in dispatches, commanded the 
Seventh Field Ambulance and was awarded the “D.S.O.”. 

His strength lay in his simple directness. He did not 
evade issues, and he had an unerring instinct for knowing 
what the issue was. This made for his stature as a work- 
man and as a teacher. The same simple directness gave 
him great weight in discussion. “A man of peace’”—to use 
his own words—he ‘recognized that there was much to be 
said on both sides. He kept out of arguments, but produced 
the answers. Such a faculty for straight thinking made 
him an invaluable adviser, not only to the Women’s Hospital, 
the Post-Graduate Committee, the University of Melbourne 
and the Australian Branch of the Royal College of 
Obstetricians and Gynecologists, but also to thé many 
friends who made him their confidant. I for one am very, 
very grateful to him. 

And not only was he a woman’s man and a man’s man, 
but he was a grand family man. In 1915 he married Rita 
McLeod, one of the McLeods of cricket fame. And was 
he not proud of his family? Did he not hold up an ambulance 
at a cross-roads in France to inform the “O.C.” in particular 
and the world in genera] that he had just had a baby girl! 
He spoke very feelingly at times of his wife and her help, 
particularly in the early days of practice, and one felt he 
was always quietly conscious of his four children. This 
feeling I am sure permeated to his patients who adored 
him. To them he was a family man who happened to be 
a sound obstetrician. 

There is no end to the numbering of his virtues—his keen- 
ness, his kindness, his soundness, his honesty, his direct- 
ness, his simplicity, his great capacity for work—but we 
can sum them up by saying: There was only one Arthur 
Wilson. 

Dr. W. W. McLaren writes: Arthur Wilson will always 
remain for me the complete example of a truly Christian 
gentleman. 

It was my good fortune to enrol at Scotch College, Mel- 
bourne, in the same term, and, except for the years of 
World War I, our relationship continued closely for almost 
forty years. His characteristics at school were those that 
carried him on happily throughout his life. He commenced 
at Scotch College with the reputation of a brilliant student, 
but to that was added a keen desire to take a full part in 
all school activities; not only did he achieve his ambition 
on the scholastic side, but he also attained a place in all 
the senior school teams. 

I think the fact that he achieved all this, both at school 
and at the university, and in so doing won the admiration 
and love ot his competitors and rivals, is the finest tribute 
that can be paid to Arthur Wilson. Whatever he accom- 
plished was almost entirely his own doing, for the only help 
he ever received was from the late R. H. Fetherston, who 
had been greatly impressed by Arthur when the latter was 
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it was largely through Fetherston’s guidance that he con- 
centrated his life’s work on obstetrics. After graduation 
he took no further active participation in sport, though he 
remained keenly interested in football, and rarely missed a 
match at the Melbourne Cricket Ground, even if he could 
be present for only a short time; he always arrived on the 
ground with a plentiful supply of pennies, so that he could 
use a public. telephone to contact at frequent intervals his 
various maternity hospitals. -One of the happiest periods 
of his life was when he was university lecturer in obstetrics; 
he revelled in that, and was greatly gratified by the esteem 
in which his students held him. 

I know the criticism has been made that Wilson has left 
behind very little of the written word, but I believe his 
plan of life was to keep on actively working until retire- 
ment from the Women’s Hospital, and only then, when his 
knowledge was at its richest and widest, would he place his 
obstetric philosophy on permanent record. He had so 
arranged his work for the future with two junior partners 
of his careful choice, and was preparing to enter the last 
phase of his life’s endeavour, with a brain as alert as ever, 
when the fatal and exceedingly painful illness struck him 
down; he bore this trial with great fortitude. He died at 
the peak of his reputation, and Australia can ill afford to 
lose a man of his wisdom and Christian qualities. 

He leaves a memory which will be an inspiration to those 
who follow. 







Congress Iotes. 





AUSTRALASIAN MEDICAL CONGRESS (BRITISH 
MEDICAL ASSOCIATION). 





THE Executive Committee of the Sixth Session of the 
Australasian Medical Congress (British Medical Association) 
to be held at Perth on August 15 to 21, 1948, has forwarded 
the following information. 


Provisional Programmes for Sections. 


A provisional programme for the meeting of sections has 
been drawn up; the titles of papers to be read are as 
follows: . 

Section of Anesthesia.—‘Anesthesia Today’—Presidential 
Address, “The Present Position of Cyclopropane”’, “Recent 
Anesthetic Innovations and their Value to G.P.’s”, “The 
Teaching of Anesthesia’, “Apparatus: Standards and Recent 
Developments”, “Anzesthesia in the Surgery of Pulmonary 
Tuberculosis”—combined with Section of Surgery, “Anzs- 
thesia in Obstetrics’—combined with Section of Obstetrics 
and Gynecology. 

Section of Public Health.—Malaria”, “Amebiasis”, ‘Health 
of Aborigines as Affecting the General Population”—Public 
Health Session, “Tuberculous §Empyema”—Tuberculosis 
Session, “Surgery in Pulmonary Tuberculosis’—combined 
with surgery (it is expected that members of the Public 
Health Section will take part in the discussion), “Radio- 
logical Interpretation of Pulmonary Tuberculosis in the 
Adult”—combined with radiology, “Standardization of 
Apparatus as Affecting Radiological Interpretation”—com- 
bined with radiology, “B.C.G.”—combined with pathology. 


Section of Oto-Rhino-Laryngology.—‘Progress in Oto- 
Rhino-Laryngology in Past Six Years’—Presidential Address, 
“Surgery of Otosclerosis”, “Allergy and Ear, Nose and 
Throat Diseases”, “Audiometry and the Fitting of Hearing 
Aids” (accompanied by strip film and possibly cinematograph 
film), “Some Aspects of Fluid in Therapy in Otolaryngology”, 
“Foreign Bodies in Air and Food Passages”, “Abnormal 
Fistule which may Result from Ear, Nose and Throat 
Operations, and their Management”, “Sinusitis in Children”— 
combined with peediatrics. d 

Section of Ophthalmology.—“The Life of John Cunningham 
Saunders”—Presidential Address, “Myasthenia Gravis”, “The 
Ocular Signs of Intracranial Saccular Aneurysms”, ‘“Retro- 
one Fibroplasia”, ‘Rubella Retinitis”, “Neoplasms of the 

yelids”. 


<i 
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Rominations and Elections. 








Tue following have been elected as honorary associates 
of the New South Wales Branch of the British Medical 
Association: : 

Duncan, Glen Malcolm, 40, Prince’s Street, Mortdale. 
Halloran, Audrey, 28, March Street, Bellevue Hill. 
I] 








Knispel, Marie, 54, Lovell Road, Eastwood. 

Mitchell, Robert Ian, 95, William Edward Street, 
Longueville. 

Sheehan, Anthony Hawthorne, Ellesmere, Ellesmere 
Avenue, Hunter’s Hill. 

Voss, John H. E., 55, Lansdowne Street, Parramatta. 





Diarp for the Month. 


APRIL einen South Wales Branch, B.M.A.: Ethics Com- 
mittee. 

APRIL 28.—Victorian Branch, B.M.A.: Council Meeting. 

APRIL 29.—New South Wales Branch, B.M.A.: Branch Meeting. 

APRIL 29.—South Australian Branch, B.M.A.: Branch Meeting. 

May 4.—New South Wales Branch, B.M.A.: Organization and 
Science Committee. 

May 5.—Western Australian Branch, B.M.A.: Council Meeting. 

May 5.—vVictorian Branch, B.M.A.: Branch Meeting. 

May 6.—South Australian Branch, B.M.A.: Council Meeting. 

May 7.—Queensland Branch, B.M.A.: Branch Meeting. 


—_—_ 


Wedical Appointments: Important Motice, 








MEDICAL PRACTITIONERS are requested not to apply for any 
appointment mentioned below without having first communicated 
with the Honorary Secretary of the Branch concerned, or with 
the Medical Secretary of the British Medical Association, 
Tavistock Square, London, W.C.1. 

New South Wales Branch (Honorary Secretary, 135, Macquarie 
Street, Sydney): Australian Natives’ Association; Ashfield 
and District United Friendly Societies’ Dispensary ; Balmain 
United Friendly Societies’ Dispensary; Leichhardt and 
Petersham United Friendly Societies’ Dispensary; Man- 
chester Unity Medical and_ Dispensing Institute, Oxford 
Street, Sydney; North Sydney Friendly Societies’ Dis- 
pensary Limited; People’s Prudential Assurance Cempany 
Limited; Phoenix Mutual Provident Society. 

Victorian Branch (Honorary Secretary, Medical Society Hall, 
East Melbourne): Associated Medical Services Limited; 
all Institutes or Medical Dispensaries; Australian Prudential 
Association, Proprietary, Limited; Federated Mutual 
Medical Benefit Society; Mutual National Provident Club; 
National Provident Association; Hospital or other appoint- 
ments outside Victoria. 

Queensland Branch (Honorary Secretary, B.M.A. House, 225, 
Wickham Terrace, Brisbane, B.17): Brisbane Associated 
Friendly Societies’ Medical Institute; Bundaberg Medical 
Institute; Brisbane City Council (Medical Officer of 
Health). Members accepting LODGE appointments and 
those desiring to accept appointments to any COUNTRY 
HOSPITAL or position outside Australia are advised, in 
their own interests, to submit a copy of their Agreement to 
the Council before signing. 

South Australian Branch (Honorary Secretary, 178, North 
Terrace, Adelaide): All Lodge appointments in South 
Australia; all Contract Practice appointments in South 
Australia. 

Western Australian Branch (Honorary Secretary, 205, Saint 

George’s Terrace, Perth): Wiluna Hospital; all Contract 

Practice appointments in Western Australia. All govern- 

ment appointments with the exception of those of the 

Department of Public Health. 





Editorial Motices. 





Manuscripts forwarded to the office of this journal cannot 
under any circumstances be returned. Original articles for- 
warded for publication are understood to be offered to THI 
MEDICAL JOURNAL OF AUSTRALIA alone, unless the contrary bé 
stated. 

All communications should be addressed to the Editor, THI 
MEDICAL JOURNAL OF AUSTRALIA, The Printing House, Seamer 
Street, Glebe, New South Wales. (Telephones: MW 2651-2.) 

Members and subscribers are requested to notify the Manager, 
THE MEDICAL JOURNAL OF AUSTRALIA, Seamer Street, Glebe, 
New South Wales, without delay, of any irregularity in the 
delivery of this journal. The management cannot accept any 
responsibility or recognize any claim arising out of non-receipt 
of — unless such notification is received within oné 
month, 

SUBSCRIPTION Rates.—Medical students and others not 
receiving THe MeEpicaL JOURNAL OF AuvUSTRALIA in virtue 
membership of the Branches of the British Medical Association 
in the Commonwealth can become subscribers to the journa! by 
applying to the Manager or through the usual agents and book- 
sellers. Subscriptions can commence at the beginning of any 


quarter and are renewable on December 31. The rates are £2 
for Australia and £2 5s. abroad per annum payable in advance. 












